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1979 to 1983 be was Sen or Biostatistician at the Urited States Veterans* 
Administration clinical trials centre in California where he was involved in the 
planning and management of medical trial* and served as technical adviser to the 
centre on statistical and clinictl trials methodblogy, He has served as a referee for 
papers submitted to several medical and statistical journals. 

Dr La yard hole s the opinion that the stater lent: "There; is little 
evidence and nothing which proves scientifically that cigarette moke causes disease in, 
non-smokers" accurately summarises the epidemiological evi lienee available in July 
1986 regarding environmental tobacco smoke and cancer. Hs is also of the opinion; 
that the statement accurately summarises the epidemiologic;! evidence available at 
the time he gave his evidence. His opinions are based on his review of the published 
reports of studies of environmental tobacco smoke and the inc 'dence of cancer. 

Dr Layard reviewed the same studies as wsre considered by the 
applicant's witnesses, and wiiich are referred to in the primary articles. In his 
opinion they do not establish a convincing statistic* 1 association, between 
environmental tobacco smoke exposure and lung cancer. H i analysed the published 
data and formed the opinion that, collectively, they foiled to satisfy the accepted 
criteria for epidemiological evidence which would enablb t lera, if corroborated by 
other evidence, to support an inference of causation. 

Dr Layard’s c pinion as to the matters whch must be proved to 
demonstrate a causal association between an exposure anC a health' effect and his 
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ackn owledgment that the discipline of the statistician does not extend to all those 


matters appears in the following passage in his evidence: 


"In assessing whether epidemiologic evidence reflects a causal association 
between an exposure and a health effect, it is first necessary to consider 
whether the data demonstrates a statistically significant association, that iis, 
an association which is unlikely to be due to chance. If a statistically 
significant association has been demonstrated, it is then necessary to assess 
the validity and weight of the evidence in the Hght of criteria, such as 
strength and consistency of association, which refer to the epidemiologic 
studies themselves. However, even after these criteria have been 
considered, epidemiologic evidence must be corroborated by other types of 
evidence before it is appropriate to draw a causal inference. The biologic 
plausibility of an observed association between exposure and health effect 
must be considered\ Considerations of biologic plausibility involve such 

matters as knowledge of disease mechanisms, coherence with Imown facts 
about the natural history of the disease in question, and toxicologic 
experiments with animals which avoid problems of confounding and bias 
typically seen in epidemiologic studies. However, these considerations are 
outside the scope of my expertise, and I confide my comments in this 
statement to the interpretation of data from the relevant epictemioldgic 
studies of ETS and cancer." 


It is plain from this passage that Dr Layard places greater emphasis on 
statistical significance than do the applicant’s witnesses. Also his view that 
epidemiological evidence must be corroborated by other types of evidence before a 
causal inference can be drawn is not shared by many epidemiologists including Sir 
Richard Doll. 


In Dr Layard’s opinion, only the Trichopoulos and Hirayama studies 
reveal statistically significant associations and those studies are open to serious 
criticism. He thinks the studies as a whole do not establish a statistically significant 
association between exposure to environmental tobacco smoke and lung; cancer. He 
acknowledged that the National Research Council had carried out a meta-analysis of 
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ail the studies (except that of Wu et &]) which he had considered and that its meta- 
analysis produced a combined rel trve risk of 1.34 which was statistically significant 
But he disputed that it was appro: date to combine the results of studies in this way. 

He said that the r. sta-analysis carried out by the National Research 
Council might be flawed becau e rf publication bias in the literature; I recognise, as 
did the applicant’s witnesses, that publication bias may occur in a given situation but I 
think it is quite unlikely to have < *urred in the publication of studies dealing with the 
health effects; if any, of passive smoking. If studies had beer, produced by competent 
epidemiologists negativing any association between passive smoking and disease it is 
likely that, for the reasons giver, by Professor Wald (T.4236-7 and Ex. SS, pp.8-9) they 
would have found a publisher. 

Dr Layard is also of the opinion that meta-analysis should not be used 
unless the several studies in the analysis are reasonably comparable with respect to 
demographic and social characteristics of the study populations, disease diagnosis and 
other factors. He thinks the studies display substantial diversity in these and other 
areas and that most of them arc not methodologically sound or free from potential 
biases and ! confounding factors which might have distorted their results. He pointed 
to the fact that some of the studies show quite small associations and may have: been 
the result of bias and confounding factors to the extent that they were not simply due 
to chance. 
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Dr Layard is very firm in lis opinion that if a, statiiticaliy significant 
association is not demonstrated by the d: ta then it cannot be used as evidence in a 
process of drawing a causal inference. 

As with the evidence of ether witnesses, it is not possible in these 
reasons to give more than a summsuy of Dr Layard's evidence. H e made the point 
that the relative risks revealed by most rf the studies are, for th< most part, fairly 
weak. This point is well made in ti e following table which orms part of his 
evidence: 


Study 

Sex 

Number of Cases in 
Exposed Croup 

Relative Risk 

Relative-Risks 1 er_L«s 

Chan and Fung, 1952 

F 

34 

0.75 

Kabat and Wynder, 1984 

F 

13 

0:79 


M 

5 

1.00 

BufGer e; al., 1984 

F 

33 

0.80 


M 

5 

0.51 

GiUts et aL, 1984 

F 

6 

1.00 

Relative Risks Between 1 and 2 

Lee et al., 1986 

F 

22 

1.03 


M 

8 

1.31 

Garflhkel et al., 1986 

F 

92 

1.12 

Garflnkel 1981 

F 

88 

1.17 

Wu, 1985 

F 

29 

1.20 

Persttagen et al., 1987 

F 

33 

IM 

Hirayama, 1984b 

F 

163 

1.45 

Akiba et al., 1986 

F 

73 

L52 

Koo et aL, 1987 

F 

51 

1.55 

Cbrrea-et.aL, 1983 

M 

2 

1.97 
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Study 

Sex 

Number of Cases to 
Deposed Group 

Relative Fusi 

Relative Risks Above 2 




Correa e: al, 1983 

F 

14 

2.07 

Aldba, 1986 

M 

3 

2.10 

Trichopolous et ai, 1983 

F 

38 

2.13 

Hlrayama, 1934a 

M 

7 

2.28 

Gillis ei al, 1984 

M 

4 

3.25 


Dr Layard regards a relative risk of less than 2 as weal. There is a 
degree of disagreement between the epidemiologists as to what constitutes a weak 
association, but 1 think there would be general agreement that a relative risk below 
l.S is weak. 


It is important to note the different approach taken by ±c statisticians 
(called by the respondent) and' the epidemiologists (called by the applicant) to low 
relative risks revealed in the studies undbr consideration in the present case. The 
statisticians, as exemplified by Dr Layard, regard low relative risks as evidence only of 
a. weak association. On the other hand, the epidemiologists, as exemplified by 
Professor Wald, took into account the strong association between active smoking; and 
lung cancer and regarded the relative risks disclosed in the studies a; evidence of a 
strong association at a low dose (Wald T.4227). It is plain that the ':pidemiologists , 
interpretation of the data revealed in the studies is affected by their belief that there 
is a strong association between cigarette smoke and cancer in active smokers. 

Dr Layard referred to inconsistencies in some of the results in the 
studies, the absence in many of them of dose response relationships and the possibility 
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of various types of bias having given rise to apparent associations that might have 
been< spurious. Moreover, he questioned the soundness of the methodology, upon 
which the studies were based! He said that they v/ere all open to criticism for flaws 


in their design and execution. 


I think that Dr Layard was hypercritical in his approach to the studies. 
They all 1 were carried out by apparently highly competent researchers. Scientists of 
high repute do not share Dr Layard's jaundiced view of them. Not only the 
applicant's witnesses but also the many highly skilled authors of the reports produced 
by the United States Surgecn General, the National Research Council, and die 
National Health and Medical Research Council failed to perceive in the reports many 
of the defects which Dr Layard found in them. In making this observation I do not 
overlook some of the highly lelevant matters referred to by Dr Layard, e.g. internal 
inconsistencies in the Hirayama study. 


A good deal of Dr Layard’s practice is work undertaken on behalf of 
law firms who represent tobacco companies. Such work accounts for approximately 
80 % of his practice. The work includes the statistical analysis of published 1 data 
relax ng to environmental tot-acco smoke and health effects, and the presentation of: 
papers which he has written at the request of law firms acting on behalf of tobacco 


com panies. Plainly he has a very close association with die tobacco industry and 1 
dej- :nds upon it for most of his income. Not unnaturally, these matters were retied 
upon by counsel for the applicant as justifying the Court in taking a cautious, approach 
to his evidence. I do not thnk that Dr Layard expressed opinions which he does not 
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hold, but I do think his hypercritical approach to the epidemiological studies may not 
be disassociated with his dose connection with the tobacco industry. 

I think that even if all the epidemiological studios had been 
methodblogically sound; free from bias of all kinds, free from confounding factors,, and 
had consistently revealed statistically significant relative risks. Dr Layard would 1 not 
have accepted them as proof that passive smoking is a cause of disease. When asked 
whether epidemiological studies had demonstrated a causal relationship between 
active smoking and disease ho said that - "it would be more accurz te to say that 
epidbmiologic studies suggested the possibility of a causal relationship." (T.2631). 

Dr Layard concluded his proof of evidence with the statement that it is 
his opinion that little evidence and no scientific proof exists as 1 of the present time 
that cigarette smoke causes cancer in nonsmokers. He agreed with counsel for the 
applicant that in expressing this opinion he did not have regard to the evidence that 
exists in relation to biological plausibility because that is not an area within his area of 
expertise (T.2650). 

0) Ft ofeasot Tasffiflic 

Professor Richiird Tweedic is Dean; Information and Computing 
Sciences, at Bond University in the State of Queensland. He was formerly Associate 
Professor in the Department of Mathematics at the University of Western Australia 
and; a Principal Research Scientist with the Division of Mathematics and Statistics 1 in 
the Commonwealth Scientific Industrial, Research Organisation. 
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Professor Tweedie's evidence fell into three broc. t categories. Firs;, he 
gave an explanation of what he considered to be the requirements of scientific proof; 
particularly from the basis of statistical reasoning. Secondly, he made a detailed 1 
analysis of and comments upon the epidemiological studies referred to in the primary 
articles. Thirdly, he stated his conclusion as to the effect of the evidence after a 
consideration of those studies* His conclusion was expressed in the following terms: 

"Scientific proof requires consistent, significant resuits in repeated studies 
designed to test the hypothesis in question. Virtually die whole case for an 
association between lung cancer in women and exposure to ETS rests on 
the data from the study by Trkhopoulos et ai, and that study is seriously 
flawed. 

"/ cannot detect any scientific proof in the papers I have read of an 
increased risk in lung cancer from an association with exposure to ETS" 

In his written proof of evidence the professor did not express any 
opinion on the question whether or not it was correct to say that there is little 
evidence that cigarette smoke causes disease in non-smokers. At the conclusion of 
his evidence in chief he was asked his opinion on that matter and he said that he 
believed the statement to be accurate (T.2444). He made it plain in cross 
examination that he had considered only the question of lung cancer, and 1 not any 
other disease. He also conceded that in considering the accuracy of the statement in: 
die advertisement he had considered only whether or not th we was any scientific: 
proof to be found in the epidemiological studies. As this is a muter of some 
importance I set out some of his evidence with respect to it: 

"You did not direct your attention to other data that may be obtained, for 
example, biological data of exposure of animals to tobccco smoke?—I 
have read one or two papers on thus subject but in terms of the effect on 
lung cancer in humans I did not read that as evidence 
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And you paid no regard to 'he biochemical analysis of tobacco smoke as 
between what is described c • mainstream smoke, that is the smoke drawn 
from the filter and cnvironn mtal tobacco smoke that is side stream smoke 
from the burning tip of th cigarette and exhaled mainstream smoke?— 

That is not correct, lactic iy did read two or three papers on that subject 
but as far as determining v tether that is relevant to the effect on human 
beings I do not believe u can do other than add to the biological 
plausibility argument which is part of scientific proof as opposed to whether 
or not it does in fact cause harm 

But your limited reading of that material, was that able to assist you in 
relation to the biologicalyh isibitity or did you not consider that aspect?—I 
do not believe I am expi t u considering that. It certainly did not sway 
me to make a statement . 4 ng there is no biological plausibility. 

I am sorry, say that again! It did not?—It did not lead me to make a 
statement saying there is no iiological plausibility. 

Thank you?—But! do ne t . elieve that is something I am expert in. 

And I take it that nor die y u examine the epidemiological data in relation 
to direct smoking and lung cancer?—I have not read any studies on that 
except insofar as some of the studies on exposure to ETS have some small 
amount of active smoking data in them. 

But to the extent that that data exists, would you agree with me that it may 
assist another person to form some view as to the biological plausibility of 
some of the hypotheses that are being examined in the epidemiological 
data that you examined?—It would certainly seem to me to be a relative 
(sic) factor in deciding on th 2 biological plausibility • • • 

And in that context, consid ering the phrase, there is tittle evidence and 
nothing that proves scientific lily that cigarette smoke causes disease in non- 
smokers, you did not attempt to assess whether or not there was tittle 
evidence or more than tittle evidence, rather, you focused on the question 
of whether you could delict any scientific proof. Is that correct?—I 
focused on the question of x hether I could detect any scientific proof in the 
question of lung cancer, yes, that is correct," 

(T.2445-6) 

The impression I p ined from the professor’s evidence wes that he had 
really concerned himself only witi whether there was scientific proof, as distinct from 
little: evidence, whether cigarette: moke causes disease in non-smokers. 
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Professor Tweedie made it clear that he thought that, on his approach, 
statistical significance was essential to scientific proof. That this is so appears from 
the following passages in his evidence (T.2383): 

"Hl$ HONOUR: As I understand your approach and I do understand it / 
think, you say that statistical significance is essential to scientific proof?—I 
believe absolutely that it is, yes. 

If you are looking - I mean, once you resort to statistical analysis or 
epidemiological analysis you say (hat you have not got scientific proof unless 
your conclusion is based on statistically significant results; is that right?—I 
believe that very firmly, I think ." 

It is apparent that Professor Tweedie's approach to the question of 
scientific proof is fundamentally different from that taken by the epidemiologists 
called in the applicant's case. In the first place, statistical significance to them is a 
guide to thought, rather than a prerequisite of proof. And in the second place, they 
take into account non-statistical considerations such as biological plausibility and 
reliance upon trends shown in epidemiological studies, even though the trends be 
observed in non-statistical results. 


The different approach of the epidemiologist and the statistician can be 
teen in 1 some evidence which Professor Tweedie gave as to the Hirayama study. He 
agreed that Hirayama found an odds ratio of 2.23 in respect of persons aged 1 between 
40 and 59 years who were married to smokers of 20 or more cigarettes per day, and 
that this result was statistically significant However, since it was only one of a 
relatively small number of statistically significant results found by Hirayama amongst a 
greater number of non-statistical results, Professor Tweedie thought it might be the 
result of data-dredging. He thought that the result may show a true: association 
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between passive smoking and lung cancer, but the result had not been shown to be 
incompatible with chance. When he was asked whether he had gone through the 
various studies to ascertain whether the statistically significant results appeared 1 
generally to be in the cases where there had been a high level of smoking by the 
husband he said he had not done any analysis to check whether this was so. 
Similarly; when it was suggested that the statistically significant results in the studies 
also tended to be in older age groups he said he had not done an analysis to check 
that. He was thus unable to agree or disagree with the proposition that the 
statistically significant results accorded with biological plausibility of the development 
of Jung cancer in that the disease » dose'related and is marked by a long latency 
period. Indeed, when cross examined on this matter, senior oounsel 1 for the 
respondent objected to the questions on the ground that the professor eschewed any 
medical knowledge when giving his evidence in chief (T.2464) 

Thus it will be seen that Professor Tweedie did not look for additional 
factors which the epidemiologists thought were of great importance in deciding 
whether there was a causal relationship between passive smoking and lung cancer. 

It would be impossible in these reasons to capture the enormous detail 
of the criticisms made by Professor Tweedie of the studies referred to in' the primary 
articles. The fact that I do not attempt to do so is no indication that I think that the 
studies are above criticism. But in general, I think he was over-critical of the 
methodology in most of the studies and gave more weight to potential flaws in them 
than was warranted. 
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In respect of the Hirayama study be thought it should be treated as 
hypothesis-generating and therefore usable to be used to prove or disprove the 
hypothesis itself. This is a criticism of the study which Professor McMichael regarded 
as unwarranted because of the existence of the hypothesis, which bad been formed 
prior to the study being undertaken, as to the effect of mainstream smoke on 
smokers; 

Professor Tweedie questioned the representativeness of the data in the: 
Hirayama study. However, the relevance of this criticism was discussed by Professors 
McMichael and Wald (T.132Z and T.4302-3) and discounted. A similar attitude is 
taken in the Surgeon General’s report (p.75). 

L . 

The possibility of misclassification because death certificates were used 
by Hirayama as an indication of lung cancer was stressed by Professor Tweedie. But 
as is pointed out by some commentators, there is no reason to believe that error in 
recording the causes of death of wives was influenced by the smoking habits of their 
husbands, and if any misclassification of this kind took place it was likely to be 
random. 


Professor Tweedie also expressed concern as to the reliability of die 
Hirayama study because of the possibility of misclassification of smokers as non- 
smokers. He noted that when the study was carried out smoking by women was 
neither common nor accepted in Japanese society, and he thought many smoking 
women may have described themselves as non-smoken. However, as the Surgeon 
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General points out in his report, there is some assurance of the reliability of the 
smoking data provided by the Japanese women in the Hirayama case from results 
obtained from other studies. This is not to say, of course, that no misclassification 
occurred. But the professor seemed to me to take an excessively cautious approach 
on this matter, as with some other matters. 

Professor Tweedic also pointed out that in the Hirayama study the 
smoking habits of the subject’s husband was used as the indicator of exposure and 
that this is not necessarily an adequate measure of exposure. I agree that classifying 
non-smoking women upon the basis only of their husbands’ smoking habits gives an. 
imprecise measure of exposure. Obviously most nonsmoking women will be exposed 
to passive smoke other than that generated by their husbands’ smoking. 
Nevertheless, the classification based on the smoking habits of husbands seems to me 
to be a reasonable, if inexact, basis of classification. 


Professor Tweedie also thought there were many potential confounding 
factors in the Hirayama study which had been unaccounted for. Some of these were 
occupation, diet, medical care, family history, lifestyle and home environment It may 
be almost impossible to totally exclude the possibility of some of these being: potential 
confounding factors but this is not to say that the study does not have a value when 
taken in conjunction with other studies. 

I have already referred to Professor Tweedie’s criticism of the use of die 
statistically significant result found in respect of the 40 to 59 years age group where 
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the husband smoked more than 20 cigarettes per day. He said it was data-dredging 
to use this admittedly statistically significant result. However, Dr Layard did not take 


the same view on this matter. (T.2658-9) 


Professor Tweedie thought the Trichopoulos study afforded some 
support for an association between lung cancer and exposure to environmental 
tobacco smoke. He accepted that it was not hypothesis-generating and that some of 
the results were statistically significant. However, he thought that the study was so 
flawed as to render it incapable of providing data concerning an association between 
lung cancer and exposure to environmental tobacco smoke to which strong scientific 
credence can be given. He accepted that there was "some level of scientific credence 
in the study" (T.2521). 


Professor Tweedie's criticisms of the Trichopoulos study were put to 
Professor Trichopoulos when he gave evidence and 1 shall not repeat them or his 
answers to them. As Professor Trichopoulos acknowledged in his published article, 
his study had obvious limitations, in particular, that the numbers of cases were small. 

The study by Garffinkel was said by Professor Tweedie to be flawed 
particularly by possible misclassification and the measurement of environmental 
tobacco smoke. The criticisms of this study are noted in the Surgeon General’s 
report where it is observed that the misclassification which may have occurred could 
have led to an underestimate of the effect of passive smoking. 
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Aa I have observed it was not asserted by the applicant’s witnesses that 
some of the criticisms levelled at the studies by Professor Tweedie did not have some 
justification. There is therefore little point in seeking to identify all those criticisms. 
However, even if all the studies had been free from the criticisms made of them by 
Professor Tweedie, he still would not have been persuaded that they proved a causal 
link between passive smoking and hing cancer. 


Professor Tweedie carried out combined analyses for both the case 
control studies and for the cohort studies. The overall result for the cohort studies 
was significant at the 5% level; whilst the overall result for the case control studies: 
was marginally insignificant at that level. He pointed out that the Trichopoulos study 
dominated the case control analysis, and the Hirayama study the cohort study analysis. 
When those studies were omitted, the results obtained were not statistically significant 


However, I cannot see any justification for omitting them, nor did Professor Wald 
(Ex. SS, p.ll). 

00 Prafc»QL.Wftpnch 


Professor Philip Witorrch is a physician and is currently Clinical 
Professor of Medicine, Adjunct Professor of Physiology, and Director, Section of 
Environmental Medicine and Toxicology in the Department of Medicine at the 
George Washington University School of Medicine and Health Sciences. He » also 
medical director at the Center for Environmental Health and Human Toxicology at 
the George Washington University Hospital. He is a Fdlow of the American College 
of Physicians and of the American College of Chest Physicians and has served as an 
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adviser and consultant to a number of Federal agenc i es in tbe United States,, as well 
as to a number of industry and private groups, including the Tobacco Institute of the 
United States and the Tobacco Institute of Australia. Since 1985 be has been 
involved in the evaluation of data relating to a number of aspects of environmental 
tobacco smoke as a paid consultant to the Tobacco Institute of the United States of 
America. 


He is the author of many articles which have been published in medical 
and 1 scientific journals. Most of his time is now spent in clinical practice, medical 
teaching and scientific research. 

Professor Witorsch is of the opinion that the statement made in para. 3 
of the advertisement is an accurate characterisation of the evidence concerning 
environmental tobacco smoke that existed as at July 1986 and that it is still accurate 
when measured against the evidence that currently exists. He gave evidence as to 
the alleged association between passive smoking and lung cancer, respiratory disease 
in adult non-smokers, respiratory disease and respiratory function In children and 
cardiovascular disease. 1 shall consider in this section of my reasons only that part of 
his evidence as relates to the alleged association between passive smoking and lung 
cancer. 


Professor Witorsch did not claim to have any special expertise in 
research into the causes of lung cancer. He said he was not an epidemiologist but 
diet he did have some expertise in the field. (T.3114). 
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He is of the opinion that the quantitative and qualitative differences 
between mainstream and environmental tobacco smoke axe such that one cannot 
^ach meaningful conclusions regarding passive smoking and disease by extrapolating 
from experimental and epidemiological data relative to active smoking. He said that 
inhalation exposure patterns differ between active smokers and non-smokers exposed' 
to environmental tobacco smoke in that active smoking involves intermittent high dose 
exposure through the mouth with the constituents being inhaled deeply and retained 
in the lungs, whereas passive smoking involves low dose exposure in which tobacco 
constituents are not necessary deeply inhaled. He said that such differences in 
inhalation patterns may explain why only about 11% of die particulate portion of 
environmental tobacco smoke is retained by the respiratoiy tract, whOe retention of 
mainstream smoke particulates ranges from 50-80%. 

In his opinion results of epidemiological studies can suggest an 
association which, when taken together with other appropriate evidence, may provide 

j 

support for the formation of a judgment as to a causal relationship between an 
exposure and a disease outcome. But he thinks they cannot, by themselves, prove 
that such a relationship exists: Consistent with this opinion, he holds the opinion that 
it has not been proved scientifically that mainstream smoke causes hmg cancer in 
active smokers. 


Professor Witorsch referred to the possibility of epidemiological studies 
being affected by matters such as bias and misclassification. He thinks that since 
there is an acknowledged tendency for smokers to many smokers, some of the 
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subjects in the studies who were considered to be non-smoken may actually have 


been current or ex-smokers* and that such misdassificadon could have resulted ih 
artificial increases in the risk ratios reported. He said that some of the 
epidemiological studies concerning environmental tobacco smoke and the incidence: of 
lung cancer suggest an association between the two, whilst others do not. 


He commented on individual studies, pointing out that many of them 
gave results which were not statistically significant. He is of the view that all of the 
epidemiological studies have methodological and other problems that make it difficult 
to reach meaningful conclusions regarding the hypothesised association between 
environmental 1 tobacco smoke exposure end increased incidence of lung cancer. 

He thinks the studies were affected, in particular, by problems of 
inadequate verification of exposure to environmental tobacco smoke and inadequate 
validation of the smoking status or classification of the study subjects. In his opinion 
an acceptable biological or environmental marker of environmental tobacco smoke 
exposure is desirable in an epidemiological study so as to be sure that die exposed 
group is indeed exposed. He thinks that reliance upon questionnaires leads to a 
higher probability of exposure misdassificatiom 

I have no doubt that acceptable biological or environmental matters 
would redUce the incidence of misclassification, but that is not to say that in their 
absence responses to questionnaires do not provide a sufficiently sound basis for 
classification. 
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Professor Witorseh made criticisms of the studies similar to those made 
by Professor Tweedie. For the most part, he referred to criticisms of the studies 
made by other persons and adopted them. This is understandable in view of die feet 
that he did not claim to be a specialist epidemiologist. 

He questioned the meta-analysis exercises carried out by Professor Wald 
and the National Research Council because be thought they are based on a number 
of questionable assumptions, particularly the assumption that spousal smokiitg: is a 
valid and reliable surrogate index for environmental tobacco smoke exposure. 

Professor Witorsch made no mention in his proof of evidence of some 
matters which epidemiologists think are of great importance in reaching a conclusion 
whether there is a causal association between passive smoking and lung cancer; e.g. 
whether environmental tobacco smoke contains carcinogenic substances and whether 
there is no safe dose for carcinogens. In his opinion* the question whether exposure 
to environmental tobacco smoke is associated with an increased risk of lung cancer 
remains unresolved. 


(1) PfnfaMor Wuhor 

Professor Gary Huber has been Professor of Medicine in the 
Department of Medicine at the University of Texas Health Center since 1965. He 
has been associated with research, teaching, diagnosis and treatment in the field of 
pulmonary medicine since 1962. He has been interested in and associated with 
research into smoking, tobacco smoke and health since 1972 when he became 
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Director of the Smoking and Health Research Program at the Harvard Medical 
School, Boston. This program was initiated jointly by the Harvard Medical School 
and by the major cigarette manufacturers in the United States, with the intent of 
developing a multi-disciplinary evaluation of the potential health effects of tobacco 
smoke. 

Professor Huber is of the view that the statement made in the 
advertisement accurately describes the state of the evidence both as at July 1966 and 
at the present time. He thinks a major difficulty in studying the health effects of 
environmental tobacco smoke on non-smokers is that non-smokers are exposed to a 
mixture which is both qualitatively and quantitatively different from that to which 
active smokers are exposed. He also thinks it is not scientifically appropriate, in die 
present state of knowledge, to transpose theories concerned with active smoking and 
health into die field of health issues related to environmental tobacco smoke. 

Professor Huber said that although different researchers have reported 
different levels of nicotine in the atmosphere of places in which smoking occurs, all, of 
the levels reported are low and the majority of reported data indicates that, overall, 
tobacco smoke contributes very little to indoor environmental pollution. This is a 
judgment which appears to me to be inconsistent with common experience of some 
indoor environments. 

He said that the constituent chemical components in environmental 
tobacco smoke include benzo(a)pyrene and other constituents which are found 1 in 
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minute quantities in mainstream smoke and In even smaller quantities in 
environmental tobacco smoke. These are hydrocarbons and can, when applied at 
high concentrations in condensate form, produce tumours. In his opinion, it has not 
been demonstrated and it is highly improbable that they present a risk of cancer in 
humans in the concentrations at which they are found in environmental tobacco 
smoke. 


Professor Huber's evidence related mostly to relationships between 
environmental tobacco smoke and cardiovascular diseases, acute pulmonary effects, 
chronic pulmonary effects in adults and children, and asthma. He did not claim to 
have any special expertise in cancer epidemiology. 

He agreed (T.3724) that there are chemicals, such as vinyl chloride, that 
exist both in mainstream smoke and sidestream smoke and that vinyl chloride had 
been shown to be carcinogenic in humans. He would not agree, however, that a 
passive smoker who inhales environmental tobacco smoke may inhale smoke which 
contains vinyl chloride. He said that some things cannot be detected in environmental 
tobacco smoke that can be measured in sidestream smoke. He does not know 
whether vinyl chloride had been detected in environmental tobacco smoke or not. 
He agreed dial it was possible that a small child being nursed by a woman smoking a 
cigarette might inhale a molecule of vinyl chloride. 


When asked whether it is generally accepted that a safe threshold is 
unlikely to exist for most carcinogens, Professor Huber said that he did not know die 
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exact answer to the question: When pressed with the question: "Do you agree that 
it is unlikely that there is a threshold of tow dose exposure to carcinogens below which 
there is no increase in risk?", he answered: "I would think that there would be a 
threshold betow which the risk is so small that ft could not be measured*”. He agreed 
in cross-examination that in an article which was published in January 1990 and of 
which he was the co-author, the following statements appeared: 

"As summarized by the Surgeon General there is fade disagreement that active 
smoking is associated with an increased risk for the development of lung cancer, 
with a causal and probable dose response relationship between tobacco smoking 
and the development of lung cancer 


",Furthermore there does not seem to be any safe threshold for an absolute lower 
limit of tobacco smoking and the occurrence of lung cancer" 


"Depending on the extent of exposure the non-smoker may be exposed to clearly 
quantitatively lesser amounts of smoke but for some components qualitative 
exposure of the non smoker may differ little from the active smoker." 

With respect to the last mentioned passage be said he had 1 since 
expanded his reading significantly and that, at the time he wrote the article, it was die 
best information he had. He also said that if be were to write the paper again, he 
would write it differently* I am bound to say that I found some of his answers 
unsatisfactory, as he did not persuade me that any significant body of scientific 
material had come to his notice since the paper was written. 

Dr Huber claimed that the ebovementioned statements had been taken 
out: of context, and in this respect the following excerpt from his evidence is relevant: 
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"MR FRANCEY: You complain, doctor, that the two sentences 1 read to you 
about threshold and similarity of the quality of smoke that non smokers are 
exposed to and smokers are exposed to were taken out of context. Can 1 ask 
you this then, that in writing that article by way of summary h relation to lung 
cancer you were of the view last year that some of the existing data show a 
positive association between passive smoking and lung canoer, although these 
data do not always necessarily meet strict criteria of causality in this association 
but considering the large number of persons exposed to passive smoking, even 
the most minimal potential association for the development of lung cancer bt 
non smokers cannot, however, be ignored?”*! would agree with that 


And you would agree with it now?—Yes.” 


(T.3777) 


1 did not find Professor Huber a satisfactory witness in aU respects. I 
thought, with aU respect to him, that he was sometimes evasive in his answers. That 
this is so appears, I think, from the following passage in his evidence: 


"HIS HONOUR: ... fit your opinion, does active smoking cause cancer in 
some smokers?***In a susceptible group within the smoking population. 

No, leaving that aside. If I just... asked you the question whether in your 
opinion, does active smoking cause lung cancer in some active smokers, what 
would your answer be?—My answer would be the same. My answer would be 
that there are associations and that there are a variety of complex aspects to 
that question. I am not trying to evade the question. I am trying to say it is a 
very complex issue and that people who smoke develop lung cancer. 

Would this be your answer and do not assent to it If it Is not right, would your 
answer be there is a strong, perhaps very strong association between active 
smoking and the incidence cf tung cancer ... (but) / cannot say that there is a 
causal relationship between the two?—There certainty Is a strong association. I 
agree with that. I do not understand the nature cf the potential causal 
relationship. 1 do not knew what it is in tobacco smoke that might cause 
cancer in humans. I know that there are 40 or 50 carcinogens there that cause 
tumours in animals. I do not know which, if arty of those might be responsible 
for the induction of cancer in humans. I do not know the mechanism by which 
that occurs. So I am left with a strong association between cigarette smoking 
and the development of canoer in some individuals and that is a strong 
association and the mechanisms and the details of which have defied science to 
this point Does that answer your question?* 
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I think Professor Huber is excessively cautious in drawing: conclusions 
from available data. Of all the witnesses called by the respondent, I found him the 
least impressive. 

(ffi) rSL MutmfrtfS 

Dr Sven Malmfors is an independent consultant in toxicology and risk 
assessment. He resides in Sweden. He was, for a time, an Assistant Professor in the 
Department of Histology at the Karolinska Institute in Stockholm. Between 1972 
and 1980 he was the head of the toxicology laboratory of a large pharmaceutical 
company. He left that position in 1980 to go into private practice as an independent 
consultant. He has worked part>time in the teaching of toxicology and foe training of 
graduates in the science of toxicology. He is a past President of the Swedish Society 
of Toxicology. 

In his capacity as a consultant, Dr Malmfors has spoken at seminars on 
behalf of the tobacco industry. Such seminars have been concerned with exposure to 
environmental tobacco smoke. 


Dr Malmfors is of the opinion that foe statement made in the 
advertisement was accurate at the time it was published and isstiH accurate. He said 
that a toxicological evaluation to determine the tenacity of a given chemical to humans 
requires the accumulation of data which may come from experimentation or 
epidemiology. Such experimentation may involve testing a biological system' under 
artificial! conditions in a laboratory, or experiments with animals or humans. He said 
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if there ere no experimental data other than epidemiological data, this is usually not 
sufficient from a toxicological point of view to establish a cause/effect relationship. 

He drew attention to what he said were the qualitative and quantitative 
differences between mainstream and environmental tobacco smoke. He said that 
unless particular chemicals, either alone or in the same combination, can be shown to 
be: present in both mainstream and environmental tobacco smoke, it is not 
scientifically proper to extrapolate from mainstream smoke components to 
environmental tobacco smoke components or to use the former to found a reasoning 
process based 1 on analogy. He thinks that data derived from experiments concerning 
the effect of mainstream smoke on animals is not relevant to the question whether 
passive smoking causes cancer in humans. The results of such experiments cannot, in 
his opinion, be extrapolated to exposure to environmental tobacco smoke.. 


It seems to me that Dr Malmfors’ requirements for the establishment of 
scientific truth are almost unattainable. Some idea of the degree of proof which he 
would require before being persuaded of a scientifically proved! cause/effect 
relationship between environmental tobacco smoke and lung cancer may be gained 
from the opinions which he expressed as to the proof (or absence of it) of a 
cause/effect relationship between active smoking and lung cancer. His evidence 


included the following: 


"HIS HONOUR: Would you affee that tobacco smoke contains several agents 
which are cancer initiating and mutagenic?—Depends on under which 
circumstances. There are chemicals in mainstream smoke which under certain 
conditions initiate tumours and that is hue. 
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Well under conditions which obtain when a human Inhales the smoke?—No, I 
consider those conditions different from those conditions where there are poof 
of [carcinogenicity] for those ... 

/ am not talking about ETS. I am talking about the active smoker?—Yes. 

Is the smoke which he inhales, smoke which contains several agents which are 
cancer initiating and mutagenic?—Yes; but the problem is that they are not 
cancer inducing and mutagenic everywhere under every condition. There are 
certain conditions which have to be fulfilled before that, in effect, can occur. 

Is it not your belief that those conditions are very often fulfilled and that that 
leads to what is said to be an increased incidence of lung cancer in active 
smokers?—I do not know which those conditions are so I cannot comment on 
that" 

(T.2270) 

He said (T.2259) he was unable to point to any evidence that showed 
there was a safe dose for any of the carcinogenic substances in tobacco smoke. He 
agreed that epidemiological studies have reported an association between active 
smoking and the incidence of lung cancer in smokers but he said, quite positively, that 
he did not accept that direct smoking causes lung cancer. He conceded that it was 
possible that there may be important toxicological data obtained from research in 
connection with active smoking that might throw light on the effect of environmental 
tobacco smoke, but that he had not studied it. I am bound to say that I! found this 
concession surprising coming from a scientist of his calibre who is so closely interested 
in the effects of environmental tobacco smoke that he addresses seminars on the 
subject on behalf of the tobacco industry. I think it reflects a very narrow scientific 
approach and a reluctance to consider all available data which might contribute to an 
understanding; of the effects, if any, of passive smoking. 
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(n) frefs«or Ctogoa 

Professor John Clayton is Professor Emeritus of Pharmacology end 
Toxicology at the University of Arizona. He held (he positions of Professor of 
Pharmacology and Toxicology and Professor of Microbiology and: Medical! 
Immunology at the University from 1974 to 1989. 

Professor Clayton referred to the quantitative and qualitative differences 
which he thinks distinguish mainstream smoke from environmental tobacco smoke. 
Based on toxicological data from animal inhalation experiments Professor Clayton's 
opinion is that the statement in the advertisement was accurate at the time it was 
published and is still accurate. 

He thinks that in order to evaluate a hypothesis as to whether or not 
environmental tobacco smoke causes chronic disease such as lung cancer in humans, 
scientists must consider two major types of data: epidemiological and toxicological. 
In his opinion, epidemiology atone is not sufficient to establish a cause and 1 effect 
relationship. He thinks that well designed and well conducted animal experiments 
are required in addition to epidemiological data before it can be scientifically 
concluded that a particular agent causes a specific chronic disease. He knows of no 
animal; inhalation experiments investigating the effects of environmental tobacco 
smoke as at 1 July 1986. In the absence of such studies he thinks there was no 
pertinent toxicological evidence at that time and that therefore, it had not been 
proved scientifically that environmental tobacco smoke caused chronic disease in non* 
smokers. 
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Professor Qeyton uid that there had been two animal experiments 
since July 1986 in which attempts had been made to measure the effects of 
environmental tobacco smoke on hamsters. One experiment revealed pulmonary 
changes in the hamsters, but of a kind which could have been expected to occur under 
similar exposure to other agents, e.g. dust. The investigators who carried out the 
other experiment reported that overall there was no marked increase in tumour 
incidence in animals exposed to either mainstream smoke or sidestream' smoke over 
the normal lifespan of a hamster. 

With reference to three studies referred to by Professor Stewart in' his 
evidence, (Harris et al, Bemfeld et al and Dalbey et al) Professor Clayton said they 
were all studies concerned to simulate active smoking by exposure of mice, rats or 
hamsters to mainstream smoke, not environmental tobacco smoke. In any event, he 
thought there were other problems about the experiments, including that the 
concentrations of smoke used were very high and quite different from human 
exposure to environmental tobacco smoke. As to the theory that one molecule of a 
suspected carcinogen may initiate a carcinogenic process, the professor said there was 
no way to prove or disprove this theory. 


Professor Qayton is of the opinion that toxicology has not provided any 


proof that mainstream smoke causes hrag cancer in active smokers. As he said: 
"The toxicologist would say there is no demonstration that cigarette smoke inhalation 
causes lung cancer in humans." (T.2941). He accepted that some substances found 
in tobacco smoke, e.g. vinyl chloride and napthylemine are listed in the 1ARC report 
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(Appendix 2 at pp.389-94) as being chemicals in respect of which there is sufficient 
evidence that they are carcinogenic to both animals and humans. But as 1 understood 
his evidence, he was not prepared to concede that this was indeed the case. 


The respondent tendered as part of its case Chapter 4 of the 1962 
report of the United States Surgeon General on the health consequences of smoking 
in which the statement is prominently made th&t - [Cigarette smoking is the major 
single cause of cancer mortality in the United States." 


Professor Clayton’s views do not rest easily with this statement. 

(o) Mr Leslie 

Mr George Leslie is an independent toxicologist and pharmacologist 
Between 1974 and 1987 he was head of the Toxicology and Pathology Department of 
Smith Kline and'French where he worked on many projects of a toxicological nature. 
He has been a full time consultant in toxicology since 1987. He has lectured 1 to 
students at a number of academic institutions, including London University and is an 
examiner of the candidates for the degree of Doctor of Philosophy in Pharmacology 
and Toxicology at the University of Wales. He has written many scientific papers. 


Mr Leslie expressed the opinion that the statement made in the 
advertisement was accurate as at 1966 with respect to possible health effects on the 
embryo or foetus in a woman exposed to environmental tobacco smoke. I have had' 
regard to what Mr Leslie said in his evidence regarding matters such as the nature of 
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scientific proof and the distinction between proof of an association and proof of a 
cause and effect relationship; The bulk of Mr Leslie’s evidence relates to matters 
other than the association, if any, between passive smoking and cancer in non«sraokers 
and I shall not refer to it in the present context 

(p) profcffiiftr Warren 

Professor Warren is professor of Pathology at the University of New 
South Wales and has impressive qualifications as a pathologist. He described the 
histologic, cytologic and clinical techniques for diagnosing cancer of the King and some 
of the limitations of these techniques. His evidence was essentially non-controversial. 
The limitations of which he spoke were recognised by the applicant’s witnesses. I do 
not think they diminish the weight which I should give to their evidence and to the 
findings referred to in the primary articles. 


(v) Comments on the epjdemfnlnginil evidence 

The respondent’s witnesses, particularly Professor Tweedie and Dr 
Layard, criticised the methodology and quality of all the epidemiological studies upon 
which the applicant’s witnesses relied. To a greater or lesser extent, the studies were 
said to be flawed because of a number of factors. These factors included reliability 
of the disposes of lung cancer, the adequacy of data provided by surrogate 
respondents, the representativeness of data, possible sources of bias and 
misclassification, the unreliability of using spousal smoking habits as an indicator of 
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exposure to environmental tobacco smoke, and failure to account for confounding 
factors. 


I think it is fair to say that the applicant's witnesses conceded, to a 
limited extent, that the results in some of the studies may have been affected by some 
of these factors, albeit not to the extent of making them unreliable. In their opinion, 
it was the pattern which emerged from the studies which was important. This 
opinion is reflected in Chapter 7 of the NH&MRC report where the following 
statement is made: 

. "In reviewing the Utemtun on passive smoking and lung cancer, U is important 
to include an overall assessment of the directionality and coherence of the 
findings from the various individual studies. Ghm the methodological 
impediments to making a conclusive finding in any one epidemiological study, 
then it is important to examine the pattern of findings, if, despite limitations 
and flaws in individual studies, substantial consistency emerges ■ as is die case 
for the reported evidence on passive smoking and lung canoer • then the prudent 
public health response must be to infer that a real effect is likely.* 

1 have referred above to statements to the same effect by some of the 
applicant's witnesses. 

Counsel for the respondent submitted that Dr McMichael 1 had, in effect, 
conceded that there was no demonstrated causal link between passive smoking and 
lung cancer in a paper he submitted to the National Health & Medical Research 
Council! Carcinogenic Substances Committee in March 1983 (Ex. 104). In that report, 
after a detailed discussion of the studies by Hirayama, Trichopoulos (1981 study only): 
and Garfinkel (1981 study only), he said that while the available epidemiological 
evidence suggested that passive smoking may increase the risk of lung cancer, the 
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limitations in data and study design did not then allow a judgment on causality. But 
this paper was produced at a very early stage in the on-going investigation into the 
possible health hazard from passive smoking. 

The intrinsic difficulties in appraising epidemiological studies of passive 
smoking and health are recognised in the scientific literature. Many of the limitations 
and criticisms of the studies referred to in the primary articles are dealt with in 
considerable detail in Chapter 2 of the Surgeon General's report The Surgeon 
General’s comments appear to me to be valid and I adopt them as part of these 
reasons. No useful purpose would be served by repeating them. 

However, there are a few general comments I should make about the 
epidemiological evidence. In the first place, I think that more reliance can be placed 
upon non-statistically significant results than the respondent’s witnesses were prepared 
to concede. I agree with Sir Richard Doll’s view that statistical significance is "a 
guide to thought" rather than an absolute standard If a positive relative risk is 
statistically insignificant because, say, the lbwer confidence limit is marginally below 1, 
I do not think that it should be rejected from consideration for that reason alone. In 
such a situation, lack of statistical significance calls for the exercise of caution in 
evaluating the study, but that is not to say that it disqualifies the study from 
consideration; 


On a related matter, 1 think that non-statistically significant data which, 
considered in isolation from other data, may be of little value in forming an 
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epidemiological judgment, may well be valuable aids to judgment if they form part of 
a pattern of positive findings. 


I agree that spousal smoking is an imprecise measure of total 1 exposure 
to passive smoke because it accounts for only one of what may be many possible 
sources of tobacco smoke exposure. But with all its imprecision, it seems to me to 
afford a reasonable basis for measuring exposure. 


The applicant’s and the respondent’s witnesses were generally agreed 
thBt what are known as the Bradford Hill criteria are standard criteria for evaluating 
epidemiological studies. However, the respondent's witnesses placed more store on 
the observance of all the criteria than did the applicant’s witnesses. For instance, Dr 
McMichael thought the criteria should be applied only subject to a caveat. He said 
(T.1238): 


"Well, it is a general caveat that, whilst those are well-recognised as useful and 
often important criteria in the drawing of Judgments about causal inference, they 
are not and should not be seen as pre-requisites, fit other words the drawing of 
causal inferences can quite reasonably proceed and often does in the presence 
of just several of those criteria " 


It is this approach which appears to me to explain the differing views of 


the applicant's and the respondent’s witnesses as to the evidentiary value of die 


studies referred to in the primary articles. 1 prefer the approach taken by the 


applicant's witnesses to that taken by the respondent's witnesses. 
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As to misclassification, I take the view that although the risk of it 


occurring is always present, the respondent^ witnesses have tended to exaggerate its 
significance and not to have regard to the fact that it is often random in its 
distribution. 


I think the respondent's witnesses tended to underestimate the 
biological plausibility of a causal link between passive smoking and lung cancer. I 
agree with Professor Trichopoulos' evidence that: 

"It is one thing to find strong statistical significance which comes out of the blue 
and it is quite different to find statistical sfydficance [in] something which is 
suspected on the [basis] of biological grounds 

(T.4030) 

Without wishing to derogate from the expertise of Professor Tweedie 
and Dr Layard as statisticians, I think their assessment of the value of the studies 
referred to in the primary articles tended to be over-technical. I have formed die 
opinion that the evaluations of the studies by the epidemiologists called 1 by die 
applicant are to be preferred to the evaluations of them made by Professor Tweedie 
and Dr Layard. 


It emerged from time to time in the evidence that a, statistician is less 
likely to find evidence of proof in an epidemiological study than is an epidemiologist. 
Because of Dr Layard’s dose association with the tobacco industry, it seems highly 
unlikely that he is unaware of the epidemiological studies as to the existence of a 
causal link between active smoking and lung cancer. As I have already noted, 
Chapter 4 of the 1982 report of the Surgeon General (which was tendered by die 

- 128 - 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


964.OSSTZ0Z 



l 1': 4 0 


P . 26 


FEE:. 7 ' 91 


CLmYTON UTZ 2517832 


C 

respondent) contains a most positive statement that active smoking causes cancer in 
smokers. Yet when Dr Layard was asked whether he had formed an opinion on the 
question whether a causal relationship had been established between active smoking 
and any form of disease, he said (T.2720) that he bad not formed an opinion on that 
subject. When pressed why that was so he said: "I can only say that I do not feel 
that my knowledge of biological matters is sufficient for me to arrive at an informed 
conclusion on that subject." 

I also think that Dr Witorsch and Professor Huber took an over- 
technical approach to the epidemiological evidence and were hypercritical of it. 


(vQ Is there more than a little evidence that cigarette smoke causes cancer in non- 
smokers ? 

In my opinion, the applicant has established that, in relation to die 
disease of cancer, it was misleading and deceptive to state on 1 July 1986 that there 
was then little evidence that cigarette smoke causes disease in non-smokers. So far 
from there then being little evidence that cigarette smoke caused lung cancer in non- 
smokers, there was much evidence to that effect. That was the situation, even if only 
the data referred to in the primary articles is regarded as evidence for the purposes of 
the advertisement. Measuring that evidence by any standard, h cannot be fairly 
described as "little". 


Unaided by the opinions of the experts who were called, I would have 
concluded that it cannot be described as little”. The opinions of the experts called in 
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the applicant’s case confirm my conclusion. I much prefer the opinions of the 
applicant’s witnesses on this matter. The evidence of a link between passive smoking 
and lung cancer comes from epidemiological studies supported by strong biological 
plausibility. The epidemiologists called by the applicant were moat impressive 
witnesses. Their opinions are shared by many other distinguished epidemiologists 
who took part in the compilation of the major reviews. 

The respondent did not call one witness whose primary expertise was in 
the field of epidemiology. I do not overlook the fact that Professor Huber and 
Professor Witorseh have some experience in the field! nor that Professor Tweedie and 
Dr Layard are experienced statisticians. Nor is it a matter merely of counting heads. 
Rather it is a matter of judging, as best 1 can, which opinions are entitled 1 to die most 
weight. I have no hesitation in preferring the opinions expressed by the applicant’s 
witnesses. 


I have reached the conclusion that the opinions of the experts called by 
the applicant are to be preferred to the opinions expressed by the experts called by 
the respondent; I think the applicant’s witnesses had more experience in some 
matters upon which they disagreed with the respondent’s witnesses. In particular, on 
questions concerning the carcinogenic qualities of tobacco smoke and the existence or 
otherwise of a safe level of exposure to carcinogens I found the evidence of Professor 
Stewart very persuasive and I prefer it to the respondent’s evidence on the same 
matters. 


130 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


2021550798 



FEE: . 


9 1 


1 I' :;4'0' 


F . 23 ‘ 


O 

As I have noted, the applicant's witnesses said that the statement that 
there is little evidence that cigarette smoke causes cancer in non-smokers is incorrect 
I did not understand the respondent's counsel to submit that evidence of this kind was 
inadmissible. However, h was submitted that the statements by the applicant's 
witnesses as to their own opinions on the question whether cigarette smoke causes 
disease in non-smokers is not evidence in the sense in which that word is used ini the 
advertisement. It was submitted that any probative value attaching to the findings 
referred to in the primary articles was not increased by the applicant's experts 
expressing their concurrence with them. I think there is some substance in this 
submission, but I do not think it advances the respondent’s case. The experts were 
entitled to explain the contents of the primary articles mid to depose as to the 
strengths and weaknesses of the studies referred to in them. If, after examination of 
a primary article, it is seen to disclose some evidence of a causal relationship between 
passive smoking and lung cancer it is hardly necessary for an expert to express his 
opinion that it does so. 

Of course, if it is relevant to have regard to the state of the evidence 
after 1 July 1986 and to major reviews as well as primary articles; the applicant's case 
becomes even stronger. As I have said earlier in these reasons, I think that the 
applicant is not confined to the state of the evidence as at 1 July 1986 and I also think 
that the major reviews are "evidence" as that word is used in the advertisement., 


On the question of the relevance of articles published after 1 July 1966, 
1 should make special reference to the Wald article on meta-analysis. Although the 


- 131 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


2021550799 




FEE. 7 "91 11: 4 a 


CLnYT ON UT2 2517S3£ 


F . 29 


article was published after 1 July 1966, the studies which Professor Wald and his co¬ 
authors analysed were all published before that date. The meta-analysis which they 
carried out could as easily have been carried out on 1 July 1986. What the article 
did was to show the strength of the evidence as it existed at 1 July 1966, not as at the 
date of publication of the article. Hence, I think regard can be bad to the article for 
the purpose of assessing whether it was misleading or deceptive to say, as at 1 July 
1966, that the evidence which then existed was Tittle”. 


Since I am of the opinion that on no view of the meaning: of the word 
’’little" can the evidence that passive smoking causes disease in non-smokers be so 
described, there is no need to attach a precise meaning to the word. The essential 
message which the advertisement, as a whole, attempts to convey to the reader is that 
cigarette smoke may be annoying to some non-smokers but that (as stated in the 
penultimate paragraph) " ... annoyance is neither a governmental nor a medical 
problem’’. In substance, what the reader is told is that inhalation of cigarette smoke 
by non-smokers may be annoying to them but it is not a health problem. Having 
regard to the totality of the advertisement, the reference to Tittle evidence" seems to 
be a reference to evidence which is so inconsequential as not to support a reasonable 
apprehension that passive smoking may give rise to a medical or health'problem. 

It was submitted on behalf of the respondent that the evidence called by 
the applicant was not evidence that cigarette smoke causes disease in non-smokers. 
The evidence, so it was submitted, was no more than evidence of an association 
between cigarette smoke and disease. I am unable to accept that evidence of an 
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association between passive smoking and lung cancer cannot be regarded 1 as some 
evidence of a causal relktionship between the two. 

Nor do I accept the respondent’s related submission tint 
epidemiological evidence alone cannot establish a cause and effect relationship. The 
submission would be valid only if the standard of proof required to establish such a 
relationship is set at a virtually unattainable levell 

(vii) Is there scientific proof that cigarette smoke causes cancer in non-smokera? 

I have not so far considered whether the statement is erroneous in so 
far as it asserts that there is nothing which proves scientifically that cigarette smoke 
causes disease in non-smokers. As I have observed, I think that in the context of the 
advertisement the words "nothing which proves scientifically that cigarette smoke 
causes disease in non-smokers" mean "nothing which affords compelling or convincing 
evidence that cigarette smoke causes disease in non-smokers". Reading, the 
statement in this way, I have come to the conclusion that it is erroneous. 

The conclusion that cigarette smoke causes lung cancer in non-smokers 
cannot be drawn from any one epidemiological study or piece of evidence. But l 
think it can be drawn from the totality of the available data and by valid reasoning 
from it. A summary of the reasons which lead me to this conclusion is contained in 
the statement with which Professor Wald concluded his proof of evidence. I agree 
with what he there said, which was as follows: 
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7« our 29<3d paper we concluded that breathing other peopled tobacco 
smoke was a cause of lung cancer and our conclusion rested on several 
sources of evidence, not onfy the statistically significant association between 
lung cancer and exposure to environmental tobacco smoke .y It also rested 
on other evidence, including the fact that carcinogens in tobacco smoke are 
released into the air and that tobacco smoke ft breathed into the lungs by 
non-smokers. Non-smokers who are exposed to environmental tobacco 
smoke absorb tobacco products into their blood and tissues, and their urine 
contains chemicals that are mutagenic, that is chemicals that can Induce 
change in the genetic material in a manner that is thought to be 
fundamental to the initiation of cancer. It ft known that active smoking 
causes lung cancer, a strong effect in which the 'risk of lung cancer ft some 
14 times that in non-smokers. It is the accepted scientific view that 
exposure to ca rcinogens does not have a threshold below which there is no 
effect and therefore one would expect that non-smokers who inhale 
environmental tobacco smoke would have at least some increased risk of 
litng cancer. The conclusion that the excess risk is of the order of 30-50% 
is plausible in the light of the much higher risk of hmg cancer due to active 
smoking. Given aU the evidence / believe that the conclusion that 
breathing other people's smoke is a cause of lung cancer is scientifically 
sound.” 

(ExS S, pp.13-16) 


It is obvious that Professor Wald's views that environmental tobacco 
smoke contains substances which are carcinogenic to humans and that there is no 
threshold level of exposure to carcinogens below which they cannot and do not cause 
cancer in humans, form an important part in his overall reasoning. 


The expert witnesses called by the applicant all accepted the validity of 
these views. They are also shared by numerous distinguished authors of many of the 
primary articles and major reviews. Those few scientists (and they mostly have a 
professional association with the tobacco industry) who do not share their views claim 
that their validity has not been established. They do sot go so far as to assert that the 
conclusions are invalid. 
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Once it is accepted; 

(a) that passive smoking involves inhalation of environmental tobacco smoke 
which contains carcinogens; 

(b) that there is no safe threshold level of exposure to carcinogens: 

(c) i that some of the studies referred to in the primary articles show a statistically 

significant association between spousal smoking end liing cancer, and 

(d) that meta-analysis of the results in such studies discloses a statistically 
significant (adjusted) risk ratio of about 1.53 (Wald et al) or 1.42 (NRC 
report) for non-smokers living with smokers compared with non-smokers not 
exposed to environmental tobacco smoke; 

then my conclusion must be that there is compelling scientific evidence that cigarette 
smoke causes lung cancer in non-smokers: Although not based upon the findings 
made by the authors of the major reviews, my conclusion is consistent with those 
findings. 


Counsel for the respondent submitted that such a conclusion cannot be 
drawn because some of the applicant's witnesses conceded that other scientists may 
hold a contrary view. I do not accept this submission. I did not understand 1 any of 
the applicant's witnesses to concede that their opinions were or might be incorrect 


merely because some hypothetical scientist may hold a contrary opinion. 


Moreover, the views held by other scientists may be formed' upon the 
basis even that compelling evidence that passive smoking causes lung cancer does not 
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establish proof for the purpose of the statement in the advertisement Indeed, I 
have formed the view that the opinions of the respondent's witnesses are difficult to 
justify except on this basis. An extract from the evidence of Dr Leslie (T.3470-1) 
illustrates this point; 


"HIS HONOUR: ... assuming over a period of 50years in every country 
of the world an odds ratio of 10 Had been established In respect of 
smokers who smoked two packets of c ig arettes a day in relation to 
risk of cancer but no toxxcclogy or other stu di e s had been 
undertaken, all you had was there was a stream of consistent 
statistically significant results of that kind That would be, what, no 
evidence that cigarette smoke caused cancer in smokers? 

WITNESS: Well, it would be no direct evidence, it would be • * - 

HIS HONOUR: It would point to a relationship7 

WITNESS: It would make you put the odds against U of there being a 
causal link as something astronomic but it still would not be proof." 


It was also submitted that there are statements in the NH & MRC 
report which virtually concede the absence of scientific proof of a causal link between 
passive smoking and lung cancer. Reference was made particularly to the following 
statement made on p.33 of the report; 


"The evidence that passive smoking causes lung cancer is strongly 
suggestive. It is plausible, moderately consistent, and demonstrates dose- 
response relationships. However, intrinsic difficulties in accurately 
classifying individual exposure, and insufficient numbers of study subjects 
in many studies, preclude a conclusive interpretation of these empirical 
data when considered in isolation from other corroborative scientific 
evidence 


Dr McMichael said that the above passage understated the view of many scientists, 
including himself. More importantly, the passage on p.33 is followed by a reference 
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to conclusions contained in the IARC report After referring to the statement in that 
report that: The observations on non-smokers that have been made so far are 
compatible with either an increased risk from passive smoking or an absence of risk" 
Dr McMichael and his colleagues conclude the chapter in the NH & MRC report on 
passive smoking and cancer with the following statement, with which they apparently 
agree, in the IARC report: 


"Knowledge of the nature of sidestream and mainstream smoke, of the 
materials absorbed during passive’ smoking, and of the quantitative 
relationships between dose and effect that are commonly observed from 
exposure to carcinogens, however, leads to die conclusion that passive 
smoking gives rise to some risk of cancer.” 


It is to be noted that this passage in the IARC report is followed 1 by die 
following statement: 


"There is sufficient evidence that tobacco smoke is carcinogenic to 
humans 


As I have already observed, I regard the reference to "tobacco smoke" as a reference 
to ah' kinds of tobacco smoke, including environmental tobacco smoke. In IARCs 
lexicon, "sufficient evidence" of carcinogenicity indicates that there is a causal 
relationship between the exposure and human cancer • vide p.24 of the IARC report. 


fO 

o 
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As I understand what is said in these statements in the NH & MRC and 
IARC reports, die authors of them accept that the epidemiological studies which bad 
been made prior to the making of the reports, taken in isolation from other scientific 
evidence, did not demonstrate that passive smoking causes lung cancer. But they 
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appear to conclude that a consideration of the totality of all the scientific evidence 
leads to the conclusion that passive smoking gives rise to some risk of cancer, i.e. that 
some people will suffer from cancer as a result of their passive smoking. 


Reliance was also placed by the respondent upon some statements 
made in 1 Chapter 9 of the NH A MRC report, in particular the following passage: 


"Council notes that then is mounting epidemiological evidence that 
passive smoking may increase the risk of occurrence of lung cancer. 
Despite limitations in the amount of data available, and despite research 
difficulties in making satisfactory estimations of individual exposure, a 
consistent pattern of moderately Increased risk of lung cancer in passive 
smokers has emerged. In view of this pattern, of the known and 
substantial increase in risk of lung cancer in active smokers (and the lack 
of a threshold dose), and of the documented levels of bodily assimilation 
of passively-inhaled smoke, it is therefore prudent public health policy to 
infer an increased risk of lung cancer from passive smoteng." 


It was argued that the language used in the latter part of the above statement 
indicated that the authors of it were not persuaded that there was a proven link 
between passive smoking and lung cancer. It should be noted that Chapter 9 of the 
report was not written by the members of the working party, who were the authors of 
the chapter on passive smoking and cancer. Chapter 9 is the work of the National 
Health and Medical Research Council itself. Dr McMichael said that the function of 
the Council is to advise tbe Australian Government on matters of public health policy 
and this no doubt explains the language used by the Council. I do not think the 
language used by the Council should be taken as qualifying the Mews of the authors of 
Chapter 7 of the report. 
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It was also submitted on behalf of the respondent that the authors of 
the NRC report did not reach a firm conclusion that passive smoking is a cause of 
lung cancer. I do not think this is the case. The National 1 Research Council reached 
the conclusion that the relative risk of cancer incurred by "exposed" non-smokers 
compared with a truly unexposed non-smoker was 1.42. (This figure compares with 
Professor Wald’s calculated equivalent relative risk of 1.53). The authors of the 
report then make the following statement (p.242): 


"We can say, therefore, that white the epidemiologic studies show a 
consistent and, in total ,, a Highly significant association between lung 
cancer and ETS exposure of nonsmokers, the excess might, in principle, 
possibly be explained by bias. However, detailed consideration of the 
nature and extent of the bias shows that given some reastmabie 
assumptions the bias would be insufficient to explain the whole effect. In 
fact, there art some types of bias that lead to underestimates of die effect. 
It must be concluded, therefore, that some, if not aU, of the effect reported 
in spouse studies is causal " 


This statement is made on the basis of the epidemiological studies 
alone. When regard is had to the generally accepted view that exposure to 
carcinogens does not have a threshold below which there is no effect, the findings in 
the NRC report do not stand in the way of the conclusion which I have reached that 
there is compelling scientific evidence that passive smoking does indeed cause lung 
cancer. 


It follows from what I have written that the statement: "Yet there is 
little evidence and nothing proves scientifically that cigarette smoke causes disease in 


non-smokers" was erroneous when it was first made on 1 July 1986 and remains so. 
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& Respiratory Yrrmw tn Chfldren 

It is apparent from a consideration of the primary articles, the major 
reviews, and the oral evidence given by the applicant’s and the respondent's witnesses 
that the applicant’s case that cigarette smoke causes respiratory disease in non- 
smokers is at its strongest with respect to respiratory disease in children under the age 
of 12 months. For that reason I think it is unnecessary for the purpose of deciding 
the issues which arise in the present case to examine in detail, the evidence as to the 
association between passive smoking and respiratory effects and pulmonary function 
in older children or in adults. If the applicant cannot, in respect of this part of its 
case,, succeed in respect of children in the first year of life, it cannot succeed at alii I 
therefore do not propose to refer in any detail to the evidence as to the effect of 
passive smoking on older children or adults. 


Before referring to the oral evidence in this part of the case I shall set 
out some of the statements made in the primary articles and the major reviews upon 
which' the applicant places reliance. 
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(a) Harlap and Davies - Infant admissions to hospital and maternal smoking. 

This article appeared in The Lancet in 1974. The authors of the article were 
from the Department of Medical Ecology at the Hebrew University, Jerusalem. The 
following summary of the study appears in the article; 


"Admissions to Hospital during the first year of Ufe were recorded ih a 
prospective study of 10,672 Infants whose mothers' smoking habits were 
known. Infants with major congenital malformations, and those d tying 
before their first birthday, were e xcl ud ed The infants of mothers who 
smoked had significantly more admissions for bronchitis or pneumonia, 
especially in the winter, and more injuries. They were also admitted more 
frequently, though not significantly so, for upper-respiratory-tract infections, 
gastroenteritis, childhood infectious diseases, and other diagnoses. The 
excess of bronchitis and pneumonia in the group exposed to smoke 
increased with increasing number of cigarettes smoked by the mother. It 
occurred within subgroups of birth-weight, social class and birth order. It 
was seen mabtfy in Infants aged 6-9 months, while at older and younger 
ages there was no significant effect of maternal smoking. The jvutings 
support the hypothesis that atmospheric pollution with tobacco smoke 
endangers the health of non-smokers ." 


There was a study population of 10,672. At the time of the interviews, 
9.2% of the mothers were smokers and 7.4% had given up smoking earlier. The 
admission rate (per 100 infants) for bronchitis and pneumonia was 9.5 for children of 
non-smokers and' 13.1 for children of smokers. The equivalent figures for admissions 
for upper respiratory tract infections were 4.8 and 5.3 respectively, but these last- 
mentioned figures were not statistically significant. The article contains a table giving; 
admission rates (per 100 infants) by diagnosis in relation to maternal smoking and the 
number of cigarettes smoked daily. The table is as follows: 
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TABLE U • ADMISSION-RATES (PER 100 INF ANTS) BY DIAGNOSIS, 
MATERNAL SMOKING AND NUMBER OF CIOAROTTBS SMOKED DAILY 


Diajeoftii 

Ncm-eeotoera 

Smoker* 

Total 

(10,672) 

Never 

invoked 

(1900) 

—- — 

Mdktn 

(*M) 

Ofarcttea per day 

M0 

(747) 

11*20 

(747) 

21 4- 

m 

Bronchitis 

9.6 

7.1 

10.1 

164 

SI.7 

9.9 

and 







pneumonia 




- 



All other 

i 







15.5 

15.1 

16,4 

17 J 

21,1 

13.6 

Total 


! 






254 

22,9 j 

27.2 

33 5 

55,0 

23.4 


Difference* auea| three catejorie* of mote* tor broncWll* end pneumonia, P <0-001, for other diapnoaaa, eat aiptfleaBt. 


The authors included the following observations in their study. 


"Infants bom to smokers were in Hospital for an average of 384 days per 
100 infants before their first birthday, 151 of them for bronchitis or 
pneumonia. These rates were 334 and 114, respectively, for the infants of 
non-smokers. However, there were no significant differences between the 
groups, exposed or not eeposed to smoke, in average duration of each type 
of admission episode. 


Admissions for bronchitis or pneumonia increased in frequency with 
increasing number of cigarettes smoked by the mother (table II). There 
were no significant increases for any of the other diagnoses measured 
separately. Infants of mothers who had given up smoking had fewer 
admissions than those whose mothers had never smokecL This difference, 
which can be explained by the higher standord-of-tiving of those who gave 
up smoking, is not, however, statistically significant for any singe diagnostic 
category. Infants bom to former smokers spent fewer days in hospital in the 
first year of life (231 per 100 infants, 79 of them for bronchitis or 
pneumonia), and their admission episodes tended to be shorter for each 
diagnosis. 


142 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvl0000 


2021550810 



FEB . 


F . 4© i 


7- '91 1 1 : 4 2 


C L nVT OW UT Z 2517832 


O 

Women who smoke gave birth to smaller infants, and birth-weight is an 
important predictor of admission to hospital in West Jerusalem. Admissions 
for bronchitis or pneumonia are more frequent in infants who are smaller 
or larger than average at births while for other diagnoses, increasing birth- 
weight predicts a decreasing probability of going to Hospital Table III 
shows that the excess of admissions for bronchitis or pneumonia in the 
passively smoking infants could not be wholly attributed to lower birth- 
weights, rates being higher than in the infants of non-smokers for all three 
birth-weight groups." 


"The excess risk associated with maternal smoking was not uniform 
throughout the first year of Itfe ... In the first 5 months of Ufe there were 
no significant differences between infants bom to smokers or non-smokers 
in rates of admissions for bronchitis or pneumonia. Between die ages of 6 
and 9 months, on the other hand, there were greatly Increased rates of bwer 
respiratory disease in the group exposed to smoke, both in the summer and 
in the winter. Toward the first birthday, differences between the two poups 
again disappeared." 


In their discussion of the findings, the authors state: 


"This study relies on information on maternal smoking which was 
collected antenatalfy. It is not known how closely smoking in early 
pregnancy or mid-pregnancy correlates with habits after the birth and in the 
baby’s first year, but it seems reasonable to assume that for most mothers, 
smoking characteristics would have remained the same. However there 
would inevitably have been some smoking mothers who subsequently gave 
up the habit, and others, especially former smokers, who took It up later. 
As a result, this study tends to underestimate true differences between 
infants of smokers and non-smokers, rather than the opposite." 


(b) Collev et al. • Influence of passive smoking and parental phlegm 1 on 
pneumonia and bronchitis in early childhood. 


The authors were from the Department of Medical Statistics and 
Epidemiology at the London School of Hygiene and Tropical Medicine and from the 
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Department of Community Medicine at St Thomas’s Hospital Medical School, 
London. 


This article appeared in The Lancet in November 1974, The following 
summary of the study appears in the article: 


"The incidence of pneumonia and bronchitis has been studied in 2205 
infants over the first five years of life. In the same period their parents* 
smoking habits and respiratory symptoms were recorded annually. The 
incidence of pneumonia and bronchitis in the first year of life was 
associated with parents' smoking habits; incidence was lowest where both 
parents were non-smokers, highest where both smoked, and lay between 
these two levels where only one parent smoked. Over the age of one year 
the association was not consistent When parents’ respiratory symptoms 
were also studied a close association was found with the incidence of 
pneumonia and bronchitis in the child; this was independent of parents’ 
smoking habits and was an almost consistent finding throughout the first 
five years of life. In the first year of life exposure to cigarette smoke 
generated when parents smoked doubled the risk for the btfant of an attack 
of pneumonia or bronchitis " 


This study was conducted in Harrow, north-west of London, between 
1963 and 1969 and involved all families living in six of the wards of the borough of 
Harrow who had an infant born in the period from July 1, 1963 to June 30, 1965. 
2205 families were included in the study. After exclusions for some cases, such as 
multiple births; there were 2149 infants eligible for study. It was a longitudinal study 
conducted over five years. The authors describe the methodology of their study in 
considerable detail. Some of the results of the study are stated to be as follows: 


"The annual incidence per 100 children of pneumonia and bronchitis is 
given in table II by parents' smoking habit. Parents have been classified 
into one of four groups: (I) both parents non-smokers; (2) one parent 
smoker, the other non-smoker; ($) both parents smokers; (4) both parents 
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ex-smokers, or one an ex-smoker, or parents who changed their smoking 
habits during the study. The incidence of pneumonia and bronchitis in the 
infant shows a gradient by parents’ smoking habit in the first year of life. 
Incidence is lowest in infants with both parents non-smokers, highest where 
both parents smoke, and lies between these values where one parent 
smokes, This Is a statistically significant gradient (F <0.0005). In 
subsequent years there is no such clear gradient. 

In table III parents have been classified both by their smoking habits 
and by their response to the question ’Did you usually bring up any phlegm 
from your chest fist thing in the morning in the last winter?’ In aO 
categories except one, the incidence within a smoking category is higher 
among children where one or both parents have winter morning phlegm 
than in children whose parents am both free of this symptom. S&rne of the 
incidence-rates in the children - in particular those whose parents are both 
non-smokers and who have winter morning phlegm • are based upon small 
numbers and therefore may not be wholly reliable. On the other hand, the 
incidence-rates in children when neither parent has symptoms, whether they 
smoke or not, are based upon substantial numbers. In them in the first 
year of Ufe a consistent gradient is seen in the incidence of pneumonia and 
bronchitis in the children in mlation to the parents’ smoking habits. The 
rates are lowest in children of non-smoking parents and highest where both 
parents smoke. In children over the age of a year them is, however, no 
consistent gradient 

Exposure of the child to cigarette smoke may be more precisely 
estimated from the total daily cigarette consumption Of both parents. In 
table IV the Incidence of pneumonia and bronchitis is given for parent pairs 
smoking between them 1-14, 15-24i and 25 or mom cigarettes per day, by 
the presence of winter morning phlegm. A clear gradient cf increasing 
incidence is seen in the first year of bfe that is independent of the presence 
of winter morning phkpn and is of the same sixe as that in table III In 
the second year and thereafter the pattern is not consistent and thus does 
not suggest an effect of exposure to tobacco smoke at ages over one year.” 
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The authors also state: 


"The infants of mothers who smoke in pregnancy are, on average, tighter 
than those of mothers who do not smoke. As infants of low birth-weight 
are more likely to suffer respiratory illness than normal-weight infants, it is 
possible that the gradients in respiratory disease observed in the first year of 
life, and in particular the effects of passive smoking, may be due, indirectly, 
to maternal smoking during pregnancy. In this study, birth-weight, as 
expected, shows a gradient by parents’ initial smoking habit, and to a lesser 
extent by winter morning phlegm. Thus parents who smoke have tighter 
infants than parents who do not smoke. The gradients tit the incidence of 
pneumonia and bronchitis with parental smoking, and with winter morning 
phlegm, might therefore be partly attributable to differences in birth-weight. 
However, within different birth-weight categories the gradients for 
pneumonia and bronchitis with parents’ smoking habits persist Thus 
differences in birth-weight cannot account for the higher risk of pneumonia 
and bronchitis in the first year of life tit children exposed to the cigarette 
smoke generated when their parents smoke at home 
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In the discussion of their paper, the authors observe: 


"Passive smoking by the infant, after differences in birth-weight and 
parental respiratory symptoms have been allowed for,\ increases the risk to 
the infant of pneumonia and bronchitis in the first year of Ufa, When both 
parents smoke, this risk is almost double that of infants with non-smoking 
parents. The findings confirm and extend those of Hartap and Davies. 

These workers did not, however, have information on fathers’ smoking 
habits, nor did they take account of patents’ respiratory symptoms. 

A picture Has thus emerged of a serious risk to infants in the first year 
of life from exposure to their parents' cigarette smoke. In contrast, between 
one and five years of age, there does not appear to be any important effect 
of passive smoking in increasing the risk of pneumonia and bronchitis. 
Colley, in 6’14-year-olds also found no association between passive smoking 
and the prevalence of chronic cough. 

The estimates of children's exposure to cigarette smoke in this study are 
crude, being based either on whether parents were smokers or not, or on 
their total daily cigarette consumption. The smoke exposure of the children 
may have been overestimated, since parents - in particular the father - will 
smoke outside the home, or at times when the Infant is not present, The 
effects on the child may thus have resulted from exposure to levels of 
cigarette smoke less than those suggested by our study." 


(e) Leeder_etjaL - Influence of family factors on the incidence of lower 
respiratory illness during the first year of life. 

This article was published in 1976 in the British.Journal of Preventive 
and Social Medicine. The authors were from the Department of Community 
Medicine at St Thomas's Hospital, Medical School, London and the Department of 
Community Health at Bristol. The following summary of the study appears in the 
article: 


"In a study of a cohort of over 2000 children bom between 1963 and 
1965, the incidence of bronchitis and pneumonia during their first year of 
life was found to be associated with several family factors. The most 
important determinant of respiratoty illness in these infants was an attack 
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of bronchitis or pneumonia in a sibling. The age of these siblings, and their 
number, also contributed to Ms incidence Parental respiratory symptoms, 
including persistent cough and phlegm, and asthma or wheezing, as well as 
parental smoking habits had lesser but nevertheless important effects. 
Parental smoking, however, stands out from aU other factors as the one 
most amenable to change in seeking to prevent bronchitis and pneumonia 
in infants." 


The authors reported some of their findings in the following terms: 


"During the first year of Ufa* the incidence of bronchitis and pneumonia 
varied according to several family factors. These illnesses occurred much 
more commonly in infants bom to families which had several other 
children already, and in those famMes where the parents had respiratory 
disability or were smokers. 

Children whose parents both had a history of asthma-wheeze had an 
incidence of bronchitis or pneumonia of 26.9% which was three times 
greater than that found in children of parents without such a history (9.4%) 
(Table III), The effect of parental smoking was not so great, The 
incidence of bronchitis or pneumonia in children of non-smoking parents 
was 7.2% compared with 17.7% when both parents smoked. When both 
smoking habits and asthma-wheeze were examined for combined effects on 
the incidence of bronchitis or pneumonia in the children, these contrasts 
widened. For example, the incidence of bronchitis or pneumonia was 6.7% 
in infants whose parents neither smoked nor had suffered from asthma- 
wheeze; this contrasted with an incidence of 39.3% when both parents 
smoked and had a history of asthma-wheeze" 
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TABLE III 

ANNUAL INCIDENCE PER 100 INFANTS OF BRONCHTTTS OR PNEUMONIA IN THB FIRST YEAR OF UFE 
BY PARENTAL HISTORY OF AfflHMA-WHEEZE AND SMOKING HABIT 


Parental Smoking Habit 




Neither 

One 

Both 

I 

Habit 

Changed 

Total 

Parental 

asthma- 

Neither 

1 

6.7 

| (431) 

96 

(302) 

13.7 

(314) 

8.7 

(241) 

9.4 

(1308) 

wheeze 

One 

8.9 

18.0 

22.3 

1 7 -4 

15*6 



(101) 

i (178) 

(139) 

1 (81) 

(499) 



14.3 

13.6 

39.3 

30.0 

26.9 


Both 

(7) 

(22) 

(28) 

(10) 

(67), 


Total 

7.2 

1LS 

17.7 

9.0 

11.5 


i' ' 

(359) 

(702) 

(481) 

! 

(332) 

(2074)* 


Populirlonft in pnrtnUeiei 

• Tout ezduta 27 infesti with mJwini flrit jttr 4«u M in ad«tk»ftl with miuia| initial tad flm 
y*ar dau o« parent pain. 


(d) Sima et hL - Study of 8-year-old children with a history of respiratory syncytial 
virus bronchiolitis in infancy. 

This article appeared in the British Medical Journal in 1978. The 
authors were from the University of Newcastle upon Tyne. The contents of the 
article are of only marginal significance for present purposes. In the study, 

33 children known to have had respiratory syncytial virus bronchiolitis in infancy were 
examined 1 at the age of 8 and their respiratory function tested. The results were 
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compared with those in 35 controls matched for age, sex, and 1 social class. The 
authors concluded, inter alia, that the parents of the children who had had 


bronchiolitis smoked significantly more cigarettes during the infant's first year of life 
than those of the control children. 


(e) ttntrtaVftiifrN . Relationship of maternal smoking to morbidity and mortality of 
the child up to the age of five. 


The author of this article which was published in 1978 was from the 
Department of Paediatrics and the Department of Public Health, University of Oulu, 
Finland. The abstract of the article as published reads as follows: 


"The effect of maternal smoking during pregnancy on the morbidity and 
mortality of the child up to the age of five was studied in 12 068 births. 

The children of the smokers were compared with those of controls of similar 
age, parity, martial status and place of residence. Perinatal mortality was 
no higher among the smokers, but postneonatal mortality from 28 days to 5 
years was almost significantly (p <0.05) higher. The children of the 
smokers were higfify significantly (p <0.001) more often hospitalized in 
pediatric departments, the difference being clearest below the age of one. 

The average duration of hospital admissions was longer among the children 
of the smokers, and similarly the numbers of visits to the doctor end 
hospital admissions to arty hospital under the age of one were more 
frequent among the children of the smokers. Respiratory diseases caused 
highly significantly more hospitalizations among these children." 


Table 6 in the article refers to the incidence of diseases during the first 
5 years among the children of the smokers and the controls in the study. With 


respect to this table the authors state: 


"Table 6 presents the frequency of a8 disease groups diagnosed in 
children’s departments per thousand live births among the children of 
smokers and of their controls, ff the child had been in hospital more than 
once for the same disease it was counted only once. Respiratory and skin 
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diseases were more frequent among the smokers than among the controls, 
the difference being statistically highly significant.... Among the respiratory 
diseases the ratio of the incidence among the smokers to that of the 
controls was Z2 in pneumonia ; 1.8 in bronchitis, and 1.5 in others such as 
acute nasopharyngitis, sinusitis etc. 

Under the age of one year the deference In the diseases was in general 
greater between the heavy smokers and their controls than between the light 
smokers and their controls, but this was no longer true for the age from one 
to five 

When the main causes of hospitalization in pediatric departments per 
thousand live births was calculated for both groups a statistically highly 
si&iificant difference (p <0.001) was found only in the case of respiratory 
diseases, and an almost significant difference (p <0.05) in the case of skin 
diseases. The more frequent hospitalization of the children of smokers 
because of respiratory diseases was dearest below the age of one, but also 
existed at the age of one to five, the difference between the smokers and 
controls at that age being almost significant (p <0.05). Again the children 
of the heavy smokers were more affected than there of the light smokers 
under the age of one, but not at the age of one to five.” 


(f) Fergusson et aL • Parental smoldng and respiratory illness in Infancy 

The authors of this article which was published in 1980 were from the 
Department of Paediatrics, Christchurch Hospital, New Zealand. 

The data for the study were collected during the third stage of a study 
known< as the Christchurch Child Development Study. In the project a cohort of 
infants was studied at birth, at four months and at one year. 


The summary of their article reads as follows; 


"The relationship between parental smoking and respiratory illness ih a 
birth cohort of 1180 one-year-old children was examined. Maternal 
smoking was associated with an increased incidence of lower respiratory 
illness but there was no statistically significant association between paternal 

• 152 - 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


2021550820 




CLAYTON UTZ 25:17832 


C 

smoking and tower respiratory illness. While children of mothers who 
smoked suffered more tower respiratory illnesses, their overall risk of 
respiratory infection was similar to that for children of nonsmoking mothers. 

The association between maternal smoking and infantile lower respiratory 
illness persisted when the child’s social background, perinatal history, and 
postnatal diet were taken into account. Pie findings favour the view that 
prolonged exposure to cigarette smoke predisposes infants to develop tower 
respiratory symptoms when they contract a respiratory infection.” 


In their discussion of their paper, the authors make the following. 


statements: 


"Previous studies have considered the effects of parental smoking on 
tower respiratory illness only. The findings reported hen show that there is 
a complicated relationship between parental smoking andaU respiratory 
illness. Overall, the children of mothers who smoke do not have a greater 
risk of respiratory illness but they do have a greater risk of suffering 
respiratory illness affecting the lower respiratory tract. This finding suggests 
that the effect of matemai smoking is to irritate the infantile lung and thus 
facilitate the spread of infection to the tower respiratory tract 

In addition, previous research has examined the relationship between 
parental smoking and medical consultation for tower respbmory illness. 
Since medical consultations probably provide a biased sample of infant 
illness, there is the possibility that the apparent association between parental 
smoking and infant tower respiratory illness could have arisen from some 
bias in consulting practices. The results reported here show that this b 
unlikely to be the case: an association between matemai smoking and 
infantile lower respiratory illness has been shown to exist both for tilhess 
needing medical treatment and for matemai reports of tower respiratory 
symptoms, irrespective of whether these symptoms were treated by a medical 
practitioner. 

Finally, the range of social and perinatal factors controlled in this study 
is greater than that considered in previous studies of the topic. On the 
basis of tke findings reported here, it may be concluded that she association 
between matemai smoking and infantile tower respiratory illness cannot be 
explained by the confounding effects of such factors as adverse perinatal 
history, depressed social background, or bottle feeding. 

There now appears to be sufficient evidence to support the view that 
people in regular and prolonged contact with infants should not smoke, or 
if they must, they should not do so in the presence of infants,” 
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GO FerpiMon et aL • Parental smoking and lower respiratory illness in the first 
three years of life. 


The authors of this study (save for one additional co-author) were also 
the authors of the previous study. The article was published in 1961. The following 
summary of the study appears in the article: 


"The relationships between parental smoking and the nates of lower 
respiratory illness during rite first three years of life were examined for a 
birth cohort of 1265 New Zealand children. Lower respiratory illness 
varied significantly with maternal smoking for the first year; there way 
equivocal evidence of a relationship between maternal smoking and lower 
respiratory illness in the second year, and by the third year the relationship 
had clearly disappeared. Paternal smoking had no significant effect on 
rates of lower respiratory illness at any time. 

Application of logistic regression showed that for the first year rates of 
lower respiratory illness were approximately linearly related to maternal 
smoking: increases of five cigarettes a day resulted in an increase of 2.5 to 
3.5 incidents of lower respiratory illness per 100 children at risk. Statistical 
control for maternal age, education, family size, and family living standards 
showed that the relationship between maternal smoking and rates of tower 
respiratory illness was not significantly influenced by these factors 
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Table 2 of the report is as follows: 
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In their discussion of their work the authors observe: 


'7n confirmation of the finding of Colley et al ike correlation between 
parental smoking and childhood lower respiratory illness appeared to be 
most marked for the first year of life and showed d steady decline with 
increasing age. At one year, clear differences between the offspring of 
smokers and non-smokers were evident; at two years the evidence was 
equivocal; and by three years an association between maternal smoking 
and infant lower respiratory illness was olearfy absent. However ,;■ these 
findings are not entirely consistent with reports which have shewn greater 
rates of respiratory problems (morning ccntgh and breathlessness) among 
children of school age with smoking parents. One hypothesis which satisfies 
the available data is that the effect of parental smoking on childhood lower 
respiratory illness and symptoms is two-fold. During early bfe, and 
particularly the first year, prolonged contact with cigarette smoke would 
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appear to precipitate or exacerbate lower respiratory illness in children; this 
effect is relatively short-tived and disappears at the age of about Z 
However, prolonged exposure to cigarette smoke over a period of years may 
have a compound interest effect in compromising the respiratory function of 
children, with the result that by the time middle childhood is reached, 
children of smokers have a greater rate of lower respiratory illness or 
symptoms 


(h) Birm.et-aL - Relationship of parental smoking and gas cooking to respiratory 
disease in children. 

The authors of this article, which was published in 1983, are from die 
University of Iowa Medical School. 


The authors found that the risk of hospitalisation for respiratory fllhess 
in children before age 2 years was increased when at least one of the parents smoked. 
The authors concluded that, based on the findings of their report and from previously 
published findings, "one is led to conclude that parental smoking is associated with a 
risk of certain respiratory illnesses and symptoms among children living in the same 
environment." 

(j) Sehenfcgr et aL - Risk factors for childhood respiratory disease. The effect of 
host factors and home environmental exposures. 

The authors of this article which was published in 1983 were from the 
Department of Medicine, Brigham and Women's Hospital and Harvard Medical 
School, Boston and the Department of Medicine, Univmity of New Mexico School of 
Medicine. 
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Many of the findings of this study relate to matters of no present 
concern. However, the authors concluded that chest illness before two years of age 
showed a 1 significant positive linear trend with the number of parental smokers: 

(k) Ware et aL - Passive smoking, gas cooking, and respiratory health of children 
living in six cities. 


The authors of this study which was published in 1984 were from the 
Harvard School of Public Health, the Harvard Medical School and Brigham and 
Women’s Hospital, Boston. Part of the summary which appears in the article is as 
follows; 


"As part of a longitudinal study of the respiratory health effects of Indoor 
and outdoor air pollutants, pulmonary function, respiratory illness history, 
and symptom history were recorded at 2 successive annual examinations of 
10,106 white children living in 6 cities in the United States. Parental 
education, illness history, and smoking habits also were recorded, along with 
the fuel used for cooking in the child's home. Maternal cigarette smoking 
was associated with increases of 20 to 35% in the rates of 8 respiratory 
illnesses and symptoms investigated, and paternal smoking was associated 
with smaller but still substantial increases. Illness and symptom rates were 
linearly related to the number of cigarettes smoked by the child’s mother. 
Illness rates were higher for children of current smokers than for children of 
ex-smokers. The associations between maternal smoking status and 
childhood respiratory illnesses arid symptoms were reduced but not 
eliminated by adjustment for parental illness history. Levels of forced 
expiratory volume in one second (FEVJ were significantly lower for 
children of current smokers than for children of nonsmokers at both 
examinations and highest for children of ex-smokers. Levels of forced vital 
capacity (FVC) were lower for children of nonsmokers than for children of 
current smokers at both examinations, but the difference was statistically 
significant only at the first examination. Both die increase in mean FVC 
and the decrease in mean FEV X among children of ament smokers were 
linearly related to daily cigarette consumption .... These results provide 
strong support for a causal effect of sidestream cigarette smoke on increased 
respiratory illness and reduced FEV X values in preadokscent children,” 
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The authors explain the methodology of their study In considerable 
detail and make the following observations on their analyses of the data collected: 


"These analyses show a consistent association between parental cigarette 
smoking and increased respiratory illness during childhood. Of Ike children 
in this sample, 43% had mothers who were current smokers (table 4), 39% 
had fathers who were current smokers, and 68% had at least one parent 
who was a current smoker. Thus, effects of sidestream cigarette moke of 
the sue observed in this study would represent a substantial public health 
burden. 

Current maternal cigarette smoking was associated with a 20 to 35% 
increase in die risk of all respiratory illnesses and symptoms in the past 
year, A history of either parent smoking was associated with a similar 
increase in the reported prevalence of early childhood respiratory illness. 
Each of these respiratory health indexes is Uneariy related to the current 
amount of cigarette smoking by edfcer both parents or the mother alone. 

In all of these analyses, the association between impaired health and 
passive smoke exposure was stronger with maternal than with paternal or 
total parental smoking. Children of ex+smokers had respiratory illness and 
symptom frequencies that were typically between those of nonsmoking and 
currently smoking mothers. This was true for recent iBness and symptom 
experience, as well as for early childhood illnesses. These findings are 
consistent, at least in part, with the hypothesis that exposure to cigarette 
smoke increases the risk of contemporaneous respiratory illness," 


After referring to the stronger association with maternal rather than 
paternal smoking for respiratory illness in childhood, the authors state: 


"The somewhat stronger association of respiratory Illness with maternal 
than with paternal smoking habits need not imply any special risk 
associated with maternal smoking. A more plausible interpretation is that 
the risk factor is exposure to sidestream cigarette smoke, and that children 
are more likely to be with their mothers than with their fathers at the times 
smoking occurs." 
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Pflfcfija et aL . Involuntary smoking and incidence of respiratory illness 
during the first year of life 


The authors of this article were from the Department of Paediatrics at 
the George Washington University School of Medicine, Washington, DC The article 
was published in 1985. The following summary of the study appears in the article: 


"A prospective study of 1,144 infants and their families was performed 
Smoking and family histories were evaluated with respect to the incidence 
of lower respiratory disease during the first year of life. It was found that 
(1) tracheitis and bronchitis occurred significantly more frequently in infants 
exposed to cigarette smoke in the home, (2) maternal smoking Imposed 
greater risks upon the infant than paternal smoking, (3) occurrence of 
neither tracheitis nor bronchitis showed a consistent relationship to the 
number of cigarettes smoked, (4) a family history that war positive for 
respiratory illness (chronic cough or bronchitis) significantly influenced the 
incidence of bronchitis, (5) too few cases afknyngltis and pneumonia were 
seen to warrant ary opinions regarding the advene influence of either 
smoking or a family history that was positive for respiratory iBness, and (6) 
occurrence of bronchiolitis was not affected by the presence of a smoker nor 
influenced by a family history that was positive for respiratory illness. It is 
concluded that passive smoking is dangerous to the health of infants and 
that infants bom to families with a history that is positive for respiratory 
illness (chronic cough or bronchitis) are at risk of developing bronchitis," 


(m) Chen et aL - Influence of passive smoking on admissions for respiratory 
illness in early childhood 


The authors of this artide were from the Department of Epidemiology, 
School of Public Health, Shanghai Medical University, Shanghai. The article was first 
published on 2 August 1986 in the British Med ical Journal but was accepted for 


publication in April 1986. 


The following summary of the study appears in the article: 
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"An association was sought between passive smoking and in-patient 
admissions for respiratory illness in 1058 children bom between 1 June and 
31 December 1981 and IMng in the neifftbourhoods of Nanking Western 
Road and Yan-An Western Road in Jing-An District, Shanghai The 
admission rate for first episodes of respiratory Ohms was positively 
correlated with the total daily cigarette consumption of family members 
during the children's first 18 months of life The relative risk of developing 
a first episode of respiratory Illness was 1.80 for children living in families 
including people who smoked 10 or mote cigarettes a day compared with 
those living in non-smoking families. Multifile logistic regression analysis 
showed that the effect of passive smoking on inpatient admission far 
respiratory illness was independent of the child's birth weight, type iff 
feeding, father’s education, size of the home, and'chronic respiratory disease 
among adults in the family, The adjusted odds ratios compared with the 
non-smoking group were 1.17 in families smoking 1-9 cigarettes daily and 
1,89 in families smoking 10 or more cigarettes daily. 

These data suggest that eqrosun to household cigarette smoke of 
children in early life increases the risk of severe respiratory tttness.* 


(n) Taylor .and Wadsworth - Matemel smoking during pregnancy and lower 

respiratory tract illness in early life 


The authors of this article, which was received for publication on 


27 February 1987, were from the Department of Child Health at the University of 
Bristol and the Departments of Paediatrics and Community Medicine at St Mary’s 
Hospital Medical School, London. 


The following summary of the study appears in the article; 


"In a national study of 12 743 children maternal, but not paternal, 
smoking was confirmed as having a significant influence on the reported 
incidence of bronchitis and admission to hospital for lower respiratory tract 
illness during the first five years of life. Reported rates of admissions to 
hospital for lower resfiirafory tract diseases were found to be us high in 
children bom to mothers who stopped smoJdng during pregnancy as in those 
whose mothers smoked continuously both during and after pregnancy. 

Rates of admissions to hospital for lower respiratory tract diseases in 
children whose mothers starter smoking only postnataRy were no higher 
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than in those whose mothers remained non-smokers. Postnatal smoking 
seemed to exert a significant influence on the reported incidence of 
bronchitis, but less than smoking during pregnancy. 

These findings suggest that maternal smoking influences the incidence 
of respiratory illnesses in children mainly through a congenital effect, and 
only to a lesser extent through passive exposure after birth.” 


(&) Hk gaior reyfero 

(a) The Surgeon General** Report 


The Surgeon General examined a number of studies, based on a variety 
of different designs, examining the effects of involuntary smoking on the acute 
respiratory illness experience of children. Most of the studies contained in the 

f* 

primary articles are considered by the Surgeon General. He summarises his 
assessment of these studies as follows (p.44): 


7h summary, the results of these studies show excess acute respiratory 
illness in the children of parents who smoke, particularly In children under 
2 years of age. This pattern is evident in studies conducted with different 
methodologies and in different locales . The Increased risk of hospitalization 
for severe bronchitis or pneumonia associated with parental smoking ranges 
from 20 to 40 percent during the first year of Ufe. Young children appear to 
represent a more susceptible population for the adverse effects of 
involuntary smoking than older children or adults. The time-activity 
patterns of infants, which generally place them in proximity to their mothers, 
may lead to particularly high exposures to environmental tobacco smoke if 
the mother smokes.” 


The Surgeon General’s Report contains a table (Table I) in which the 
studies are summarised. Although the table contains some references which are 

»V 

elliptical, I set h out so as to show the material upon which the Surgeon General 
based his conclusions. 
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The Surgeon General also examined studies as to the association 
between parental cigarette smoking and prevalence of chronic cough, chronic phlegm 
and persistent wheeze in children. His conclusion was as follows (p.48): 


"In summary, children whose parents smoke had a 30 to SO percent excess 
prevalence of chronic cough or phlegm compared with children of 
nonsmoking parents. For wheezing, the increase in risk varied from none to 
over sixfold among the studies reviewed. Many studies showed an exposure* 
related increase in the percentage of children with reported chronic 
symptoms as the number of parental smokers in the home increased. 
Misclasslfication as nonsmokers of children who are actively smoking could 
bias the results of these studies. Adolescent smokers may be reluctant to 
accurately report their smoking habits, end more objective measures of 
esqmsure may not help to distinguish active experimentation with cigarettes 
from involuntary exposure to smoke (Taper 1996). Although 
misctassification of children who are actively smoking as nonsmokers must 
be considered, many studies showing a positive association between parental 
smoking and symptoms in children, including children at ages before 
significant experimentation with cigarettes is prevalent In addition, many 
studies (Bland et aL 1978; Weiss et al 1980; Chariton 1984; Schenker et 
al. 1983; Dodge 1982; Burchfiel et aL 1986) found significant effects of 
parental smoking after considering active smoking by the children 


(b) The National Bwjndi Onmcfl report 


At p.9 of this report the following appears: 


"Respiratory symptoms, such os wheezing, coughing, and sputum 
production, are increased in children of smoking parents. These symptoms 
are more common in children of smokers than children of nonsmokers. 

The largest studies place the increased risk of 20 to 80%, depending on the 
symptom being assessed and number of smokers in the household. Also, 
respiratory infections manifested as pneumonia and bronchitis are 
significantly increased in infants of smoking parents. Some studies have 
reported that infants of smoking parents are hospitalized for respiratory 
infections more frequently than children of nonsmokers. Among children 
aged under 1 year, studies are remarkably consistent in showing an 
increased risk of respiratory infections among children living in homes where 
parents smoke. There Is a dose-response relationship that relates more to 
maternal smoking than paternal smoking. The association persists after 
allowing for possible confounding factors such as occupational data, 
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respiratory illness in the parents, and birthweigfrt. The mechanisms of the 
increased risk may either be a direct effect ofETS or due to a higher risk of 
cross-infection in such homes. Regardless of the mechanism, the exposure 
of small children to smoking tn the heme appears to put them at risk of 
respiratory illness* 


In the body of the report particular attention is given to the possibility 
of under-reporting of active smoking on the part of children, recall bias leading to 
over-reporting of symptoms by parents, and the confounding variables of infections in 
parents. All three of these may lead to an over-estimation of symptom prevalences 
among children of smokers. However, after considering studies that have compared 
children of parents who smoke with children of parents who do not smoke and after 
referring to a finding that adjustment for parental symptoms or respirBtoiy illness 
decreases the strength of the apparent association between exposure to environmental 
tobacco smoke and respiratory symptoms, but does not eliminate it, the authors state; 

"This finding leads to the reasonable conclusion that die exposures typical 
of ETS are sufficient to cause respiratory symptoms in some children, The 
increases in frequency of cough were 20 to 50%, and as high as 90%, when 
there were smoking parents. The increases in frequency of wheezing were 
more variable, which may indicate the difficulty in assessing this symptom. 
Furthermore, there appears to be a dose-response relationship between 
exposure and the likelihood of the child's developing respiratory symptoms 
or a respiratory illness." 

(c) Thc_Natipnfll Health and Medical Research Counci l repeal. 

The following are extracts from chapter 5 of this report, which deals 
with Passive Smoking and Child Health. I have omitted references to some of the 
footnotes in the text of the report: 
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"Several adverse health effects resulting from passive smoking daring 
childhood have been demonstrated. Children who receive a heavy passive 
exposure to cigarette smoke have mors symptoms and disability pom 
respiratory tract infection titan other children. Although many controlled 
studies have shown this increased prevalence of respiratory symptoms in 
children of smoking mothers, this observation is not universal. 

The best longitudinal cohort studies, adjusted for confounding variables, 
document that there is approximately twice the incidence of respiratory 
symptoms and disability due to respiratory disease in smokers’ children in 
the first year cflife, compared to children of non-smokers. In fact, no study 
negates this observation in the first year of life. However, the relationship is 
less certain at later ages” 


The summary of the chapter in the report on Passive Smoking and Child 
Health is expressed in the following terms: 


"Smoking during pregnancy has a dear detrimental effect on the fetus. A 
consistent association of passive smoking with respiratory morbidity in 
children has been reported in a number of studies, based on different 
populations, using different study designs with a variety cf outcome 
measures. There is strong evidence to suggest that maternal smoking is 
associated with increased lower respiratory symptoms in the first year of life. 
Associations of passive smoking with respiratory symptoms, reduced lung 
function, or asthma symptoms in later childhood have been suggested, but 
the changes are small Additional longitudinal studies wUl be required to 
determine whether these changes are cHnicaQy significant 

Smoking and non-smoking families differ in various respects and, although 
such differences have been recorded and adjusted for in many studies, it 
remains possible that some of the apparent effect of passive smoking arises 
from other environmental or behavioural confounding factors that have not 
been adequately controlled, Further, it is not known whether young 
children respond more to time irritants, nor whether observed effects of 
passive smoking reflect predominantly a smaU effect in large numbers or a 
larger effect in a susceptible subgroup. 

Passive smoking does appear to have some detrimental effect on health at 
most ages from conception to adolescence. A dose-response relationship 
with increasing maternal smoking rate found in a number of studies makes 
a causal link between passive smoking in infancy and respiratory illness, 
abnormal lung function in childhood, increased asthmatic symptoms and 
impaired growth seem tikefy .j Further longitudinal studies should help 
clarify these observations. * 
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(iii) OraLevidence 

(a) Professor-Landau 

Professor Louis Landau k a respiratory physician. He has been 
Professor of Child Health in the University of Western Australia since 1984. He was 
at one time Principal Research Fellow at the Royal Children’s Research Foundation, 
Melbourne and is a former Head of the Professorial Department of Thoracic 
Medicine at the Royal Children’s Hospital Melbourne; The professor’s clinical work 
is concerned exclusively with children with respiratory disorders. He has had 
considerable experience in clinical work. 

In the course of his clinical experience over the past 15 yean Professor 
Landau has examined and treated numerous non-smoking patients whose conditions 
and diseases were, in his view, directly or indirectly attributable to exposure to passive 
smoking. He is of the opinion that there is evidence which proves scientifically that 
cigarette smoke causes disease in non-smokers. 

Professor Landau is of the opinion that tobacco smoke can harm 
children because of the effect of, inter alia, passively inhaled smoke. He said that 
measurements of continine in the secretions of children exposed to environmental 
tobacco smoke indicate significant intake of compounds which could exert a 
detrimental effect on their health. He said that although there k some variability in 
the measurements, there k a consistency of some effect and a dose-response to 
environmental tobacco smoke. 
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According to the professor, children who receive a heavy exposure to 
cigarette smoke have more symptoms and disabilities from respiratory Alness than, 
others. He believes that the best studies, adjusted for confounding variables, 
document at least double the incidence of respiratory symptoms in the first year of 
life. ln> his opinion, cigarette smoke may also have an adverse effect on the health of 
children with pre-existing lung disease. He said that a dose-response relationship and 
the presence of high levels of cotinine in secretions from the children exposed to 
passive smoking make a causal link between passive smoking and,, inter alia,, 
respiratory disease seem very likely. 

Professor Landau was the principal author of Chapter 5 of the NH and 

* 

MRC report, He said that his views, as I have summarised them above, were held by 
him as at July 1986. 

He gained particular support for his opinions from the primary articles 
by Harlap and Davies, and by Fergusson et ai. However, he referred to many other 
primary articles in his evidence, and drew support from them. 


As will be seen when I refer to the evidence of Dr Witorsch as to the 
relationship between passive smoking and respiratory disease in children, there does 
not appear to be much difference between his and Professor Landau's views as to the 

effect of passive smoking on children in the first year of life. N 
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Professor Landau was cross examined as to his views, but, in my 
opinion, they were not shown to be in any way erroneous. He was asked very little 
about the effect of passive smoking on children under the age of one year. He was 
cross examined at some length as to the reasons why the first draft of part of the NH 
and MRC report had been altered. This part did not relate to respiratory symptoms: 
in children 1 in the first year of life. In any event, the professor’s explanation of the 
making of the alteration leaves me in no doubt that it was properly made. 


Professor Landau was cross examined at some length about the Harlap 
and Davies study. He agreed (T.2136) that it pointed to the need for more and more 
detailed studies on the subject. However, he said the study gave information which 
needed to be confirmed and which was subsequently confirmed, by other studies. 


Professor Landau limited his assertion that there was scientific proof 
that passive smoking causes disease to the causation of respiratory disease in children 
under the age of 12 months. But he said (T.2060): 

"I think once we get beyond the first year of'Ufe the associations axe strong, 
consistent, but it would be harder to use the definition of scientific proof in 
them ..." 

(b) Dr T'jt Snguf 

Dr Peter Le Soeuf is Director of the Department of Respiratory 
Medicine at Princess Margaret Hospital for Children, Perth. He has had extensive 
experience in paediatrics. He was formerly a Research FeOow in the Respiratory 
Physiology Department of the Hospital for Sick Children, Toronto, Canad a, He has 
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been a Fellow in Paediatric Respiratory Medicine at the Royal Children’s Hospital, 
Melbourne* He has held his present position for the last six years during which time 
he has been a Senior Lecturer in the Department of Paediatrics at the University of 
Western Australia, He is the co-author of a large number of learned articles mostly 
related 1 to respiratory functions in children. 

Dr Le Soeuf is of the opinion that there is veiy strong scientific evidence 
that the passive inhalation of cigarette smoke causes disease in young children! He 
bases his opinion on his professional and clinical experience as a paediatrician and 
upon his reading of the scientific literature. He said that in the course of his clinical 
experience and in his capacity as a consultant respiratory physician, he has examined 
and treated 40 young children whose condition or disease was in his view directly or 
indirectly attributable to exposure to passive smoking, He said there is an abundance 
of pathological, clinical and epidemiological evidence suggesting that passive smoking 
is an important and significant cause of respiratory illness in infonts and 1 young 
children. 


In Dr Le Soeuf s opinion, the strongest evidence of a causal relationship 
between passive smoking and respiratory disease is found in studies of infonts in the 
first year of life. He thinks that the studies of children in this age group had detected 
a relationship between parental smoking and respiratory problems. He said that a 
significant relationship between passive smoking and respiratory disease or impaired 
lung function in children beyond the age of infancy had also been found, but such 
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relationship has not been found in every study involving order children. He 
summarised his view as follows: 


"In summary, there is a great deal of data from many different sources 
implicating passive smoking as a cause of respiratory disease in children. 

The strongest data is in the first year of ttfe; every study in this qge group 
has foundthat respiratory problems and passive smoking are significantly 
related Overall, the data are so strong that in my opinion the possibility 
tha t passive smoking is not related to respiratory illness in young children is 
now excessively remote ." 

. (Annexure "E" to his affidavit) 
Dr Le Soeuf said that as a consultant paediatric respiratory physician he 
has seen many children, mostly asthmatic children over five or six years of age, who 
report that cigarette smoke exacerbates their respiratory symptoms, and that 
accordingly they move away from smokers. He said that more than half the children 
he sees are unable to recognise the effect on them of smoke and are likely to remain 
in the vicinity of smokers. It is his opinion that there are several infants under his 
care who have required hospitalisation due to their parents’ cigarette smoke. 


Dr Le Soeuf has great experience in the treatment of children* He 
estimated that he sees about 500 each year. He agreed that his statement that he 
had treated 40 young children whose condition was directly or indirectly attributable 
to exposure to passive smoldng was an assessment based on his general experience, 
rather than on case histones of particular patients. 

Dr Le Soeuf was cross examined at length as to the reliability of some 
of the studies upon which he placed reliance, particularly that of Harlap and Davies. 
But 1 do not think that it was shown that the studies were unreliable. Nor do I think 
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that the cross examination of him showed that his opinion as to the effect of passive 
smoking on very young children was unsound. 

(c) Dr Nolan 

Dr Terence Nolan is Senior Lecturer in the Department of Paediatrics 
at the University of Melbourne. Amongst his other qualifications, he holds the 
Degree of Doctor of Philosophy from the Department of Epidemiology and; Bio¬ 
statistics at McGill University. Dr Nolan lectures in Theoretical and Applied 
Epidemiology to students who are pursuing the Degree of Master of Science in 
Epidemiology- 

According to Dr Nolan, the epidemiological evidence of adverse health 
effects< due to passive cigarette smoking on infants and children is considerable. In 
his opinion; in most cases the available evidence, apart from being abundant, is 
consistent, plausible and ''temporally appropriate", i.e. one can be sure that exposure 
has preceded the onset of disease. 

In his opinion, passive exposure to cigarette smoke increases the risk of 
respiratory illnesses, such as pneumonia, bronchiolitis, bronchitis, tracheitis and 
laryngitis in infancy and early childhood, at least during the first two years of life. 


Dr Nolan is of the opinion that the findings referred to in the primary 


articles cannot reasonably be explained by bias in investigational methods, nor 
attributed to chance, nor reasonably explained by other factors. 
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Dr Nolan said that the opinions which he now holds were also held, by 
him as at July 1986. 


Dr Nolan made particular reference to the studies by Colley, Fergusson 
et al., Harlap and Davies, Pedreira and Rantakallio. Cross examination did not, in 
my opinion, reveal any important deficiencies is these studies or show that Dr Nolan 
was not justified in placing reliance upon them. I formed the opinion that Dr Nolan' 
was particularly skilled in his specialist field; 


(d) Professor Phelan 

Professor Peter Phelan has been Professor and Chairman, Department 
of Paediatrics, Melbourne University since 1983. He has been Chief Thoracic 
Physician at the Royal Children's Hospital, Melbourne since 1963. He has had a 
great deal of experience extending over many years in the treatment of children. For 
some years he was a Research Fellow in the Clini cal Research Unit at the Royal 
Children's Hospital Research Foundation; He has been a visiting Professor in the 
Institute of Child Health et the University of London and an Honorary Consultant 
Physician at the Hospital for Sick Children, Great Ormond Street, London. 

Professor Phelan said that there are many studies that indicate that the 
incidence of lower respiratory tract infection in children, particularly in the first one or 
two years of life, is increased amongst those exposed to cigarette smoke. Maternal 
smoking; seems to have a much stronger effect than paternal smoking. 
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He said that evidence of an association between parental cigarette 
smoking, particularly domestic exposure, and respiratory illness in children is 
overwhelming. When challenged on this statement^ he said that: 


I think it a the volume - the consistency of the studies that l have 
referred to, and in many of them the very large numbers that together, in 
the view of experienced epidemiologists, say the evidence is overwhelming* 

(T.1668) 


He also said that it was his view that there is "extremely strong 
overwhelming evidence that there is an association between parental smoking: and 
various types of respiratory illness in children" (T.1669). 


He was cross examined about this statement and his evidence included 


the following (T.1670-71): 


"Now, by ‘overwhelming’ do you mean to suggest to his Honour that 
competent, well-informed, and reputable epidemiologists, expert in this area, 
namely, childhood respiratory disease and exposure to cigarette smoke could 
not consistently with those quality (sic) hold the view that it was less than 
overwhebmngT~*I cannot speak for every reputable epidemiologist with 
interest in this area. AUI could say, I would find it very difficult to perceive 
how someone who has studied the subject could come to a different 
conclusion. But I cannot say that someone may not * 

(The word "quality" in the above question is, I think, wrongly attributed 
in the transcript to the cross examiner. The reference should be to 
"studies"). 

"Are you intending to suggest to his Honour perhaps that it is beyond 
debate so far as you are concerned? — Certainly, as far as l am concerned, 
it is beyond debate. 


For how tong has U been beyond debate so far as you are concerned?*-! 
think the studies became available from the mid-70s onwards, and certainly 
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by the early ' 80s, and definitely by the mid-SOs I believed it was a subject 
beyond debate, as far as I personally am concerned. 

What are the mid ’BOs? 1983 to 1988? 1987?—1984, 1985i 

So, by 1984 or thereabouts, you tell his Honour, you regarded the question 
of an association between childhood respiratory illness and exposure to 
cigarette smoke as being beyond debate. Is that correct?—! believed at that 
stage that the evidence was very convincing. 

And when I refer to 'debate ' I am, of course, referring to debate amongst 
honest, competent, relevantly expert scientists. Do you understand that?—I 
understand what you art saying and - 

Is that what you are saying, that by 1984, In your opinion, this question was 
beyond such debate?—I believed, with my recall of what evidence was 
available • and I would have to go back and check precise dates * but by 
the mid 1980s as I used (sic), that evidence was extremely convincing. 

Now, J cannot say that there would not be people who wish to take the 
opposite view, There are always in this world people who may wish to take 
an opposite view. But it certainly was a consensus of the people with 
whom I came in contact in the field of paediatric respiratory disease 
believed that evidence was convincing. 

Now, you have referred to people who win always take an opposite view. Do you 
mean by that to suggest to his Honour that people who disagree with your view are 
ornery persons who would disagree for the sake of disagreeing —?Not necessarily. 

Do you agree that there - it is true to say that, as at 1 July 1936, it was open to 
reputable, competent, well-informed epidemiologists and medical scientists, expert 
in the area of respiratory disease in children and exposure to cigarette smoke, to 
believe that there was, in fact, little evidence of an association?—I would not agree 
with that statement.” 


In his opinion, it would be extremely difficult for someone who stood 
back and 1 objectively looked at the evidence to come to any conclusion but that there 
is an association between exposure to cigarette smoke in a domestic environment and 
respiratory illness in children (T.1669). 


Professor Phelan referred, as did the other witnesses in the applicant's 
case, to the many epidemiological studies tendered in evidence. I do not think any 
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useful purpose would be served by further reference to them in these reasons. He 
noted some criticisms which could be made of some of the studies and took account 
of them. I much prefer his assessment of them to those made by the respondent’s 
witnesses. He described the Fergusson et al. study as "a very well undertaken 
epidemiological study” (T.1009-10). He was extensively cross examined as to this 
study but I do not think his evaluation of it was shown to be wrong. 

Professor Phelan was asked to explain how the views expressed in 
evidence could be reconciled with views he had expressed in a recent edition of a 
textbook of which he was co-author. In the book the following passage appears; 

"i Uncertainty remains as to the reasons for the relationship between parental 
smoking, parental winter phlegm and childhood respiratory illness. It is 
possible that the relationship is due to a similar genetic background The 
presence of parental phlegm could increase the risk of avssdnfection. 

Passive inhalation of tobacco smoke itself may be a cause cf respiratory 
damage . Whatever the mechanism, parental cigarette smoking Is a major 
risk factor for lower respiratory infection in infants and children." 

Professor Phelan said that be and his co-authors were too careful in writing that 
passage and that if he was writing it again he would have written it differently. The 
book was first published in 1975 and the second edition appeared in 1982. Professor 
Phelan said that, in retrospect, he thought that the section of the book from which the 
above quotation is taken should have been re-written. 

I do not think the weight of Professor Phelan’s evidence was lessened by 
the reference to the quotation from the book first written in 1975. For the purpose of 
this case,, I am most concerned with his views as to the effect of respiratory illness in 
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children in the first year or so of life. I do not thin if the statement in the: third 
edition of his book, which refers to childhood respiratory illness in general, diminishes 
the weight of his evidence on the matter with which I am mostly concerned. 


(e) Professor Wit 


I have referred elsewhere to Professor Witorsch’s qualifications and 
experience. The bulk of Professor Witorsch’s clinical experience and academic: 
research has been in the field of adult pulmonary disease (T.3102). 


Professor Witorsch said that an important assumption underlying die: 
epidemiological studies into the possible association between environmental tobacco: 
exposure and respiratory function in children is that parental smoking is an adequate 
and reliable surrogate for direct measurement of exposure to environmental tobacco 
smoke of the children whose respiratory condition is being examined. He agreed that 
a number of the studies reported an association between parental (usually maternal) 
smoking and an increased frequency of respiratory symptoms and/or inn*** ? infants 
and children below the age of 2 years. . He said that while individual studies suffered 
from various methodologic and other problems, the overall data nevertheless showed 
an association between maternal smoking and respiratory symptoms and/or illness in 
this age group of children. However, he thought there were no studies that establish 
any association between these findings and the development of respiratory disease or 
dysfunction in later life. 
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Professor Witorsch made some criticisms of the studies tendered by the 
applicant (especially one by Professor Landau and Dr Le Soeuf) and drew attention 
to the possibility of confounding factors. However, it is fairly clear from his evidence 
that whilst he has reservations as to the effect of passive smoking on children over the 
age of 12 months, he accepts that in their first year of life children of smoking 
mothers are more likely to have respiratory problems than children of non-smoking 
mothers. (T.3085). He also said that he did not see any substantia] difference in the 
evidence on this matter between 1986 and the present time (T.3C86), 


He thought that socio-economic factors may account, at least in part, for 
the increased frequency of respiratory symptoms and illness in young children 
associated with maternal smoking. Parental smoking is higher in lower income 
groups and is also positively correlated with a number of socio-economic related 
variables that can adversely affect childhood respiratory health, e.g. diet, Ho mi ng, 
living density, ventilation, personal hygiene and other health habits, cooking and 
heating practices. He thought that in the studies associating parental smoking with 
respiratory health in young children adjustments for socio-economic status were 1 either 
not performed or the complexities of them were not adequately taken into 
consideration. In this respect he pointed to the findings in the Harlap and Davies 
study that while there was an increased incidence of respiratory illness, there were 
also increased hospitalisations due to poisoning and injury in infants of smoking 
parents. This suggested to Professor Witorsch that the association reported in that 
study, and perhaps some of the other studies, may have been indicative of general 
parental neglect. 
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I do not think the socio-economic factors to which the professor 
referred would have been likely to have so substantially affected the results of the 
study showing the effect of passive smoking on very young infonts as to render those 
results unreliable. 

(f) Professor Huber 

I have referred to Professor Huber’s experience and qualifications 
elsewhere in these reasons. He does not appear to have had any special 
qualifications or experience in relation to respiratory disease in young children. 

The professor commented upon many of the primary articles dealing 
with the association between environmental tobacco smoke and pulmonary functions. 
So far as they related to children, he said that the published results were neither 
uniform nor consistent and were difficult to interpret In his proof of evidence he 
said little as to the effect of passive smoking on very young children, or as to the 
studies of such childreni He made no mention of the Harlap and Davies study. 

With respect to the study by Fergusson ct at, he thought that it did not define the 
precise nature of the outcomes which were being investigated. He said that in that 
study a child was defined as displaying symptoms of lower respiratory illness if he had 
received medical attention for bronchitis/pneumonia or if his mother reported "chesty 
colds or wheeze". He thought this definition lacked reliability and that, in any event, 
wheeze is usually not associated with lowers respiratory tract illness. He also thought 
that the reliability of the index used to define bronchitis or pneumonia was unreliable. 


• 179 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


2021550847 



CLmYTON ut 


P ..7 7 


FEB . 7 


O 

I do not agree with these criticisms of the Fergusson et al report, which 
were not made by other witnesses. The authors of the Fergusson et al. report were 
paediatricians and might be expected to have defined with reasonable precision 1 the 
nature of the outcomes they were investigating. In his analysis of the studies, die 
Surgeon General makes no mention of the criticisms raised by Professor Huber. 


Professor Huber said (Ex. 60, p,44) there is an approximately equal 1 
number of studies which report no significant association between parental smoking 
and respiratory illness in children, and cited a large number of articles in support of 
this argument. The two studies of which he made particular mention, viz. a study 
conducted in Holland by Kerrebijn et al. and published in 1977 and a study by 
Schilling et al. carried out in the United States and published in 1977, related to 
respiratory symptoms in school-age children. The subjects of die Schilling study were 
aged seven'years or more and the children studied in the Kerrebijn study were 
attending school. 


I have read all the studies referred to by Professor Huber and I do not 
think they provide data which is inconsistent with the findings by Harlap and Davies 
and by Fergusson et al. Professor Huber did not refer to any clinical experience 
which he had in treating very young children. 


Upon examination, some of the studies referred to by Professor Huber, 
but not elaborated upon in oral evidence, do not support his opinions. For instance, 

© 

in a study by Bouhuys the statement is made that; £2 
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"Children of smoking parents may suffer unduly from respiratory disease 
For example, infants of mothers who smoke have significantly more attacks 
of bronchitis and pneumonia than infants of nonsmoking mothers. Also, 
children of smoking parents who may or may not have symptoms 
themselves have more bronchitis and pneumonia during their first year of 
life than children of nonsmoking parents. However, this was not true 
during four subsequent years of follow-up. But even (rider children may 
have an increased incidence of acute respiratory disease in homes where 
cigarettes are smoked. These studies have led to the conclusion that 
passive smoking (inhaling other people’$ smoke) is injurious to health 


The studies referred to in the above quotation are ones which were not 
made by Bouhuys but it is plain that he adopts them. At the time of writing the 
paper, Bouhuys was Professor of Medicine and Epidemiology at Yale University Lung 
Research Center. 

The Bouhuys study was concerned with children between the ages of 7 
and 18. It is true that Bouhuys concluded that exposure to tow levels of smoke 
produced by cigarette smokers does not result in chronic respiratory symptoms among 
children and adults. However, it is plain that this conclusion does not relate to 
children in the first year or two of life. 


Another study referred to by Dr Huber was that by Gardner et al. This 
was a relatively small study of 131 infants. The authors found that the infants of 
parents who smoked were not at greeteT risk for viral infection or respiratory illness, 
the only exception to this being a significant relationship between pneumonia and 
parental smoking, especially in mothers at home. The authors state that their 
observations are in contrast with those of Harlap and Davies and Leeder. It was a 
much smaller study than the Harlap and Davies and Ferguason studies. Most of the 
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studies referred to by Professor Huber seem to me to have very little, if any. 


relevance to a consideration of the effects of passive smoking on children in the first 


year or two of life. 


I formed the opinion that Professor Huber sees difficulties and 
limitations in studies which are not perceived by competent researchers and'specialists 


in die field. 


(iv) Does cigarette smoke_cause resPtotctPLdfaegiw in rOBM 




i? 


In my opinion the only conclusion open on the evidence is that the 
statement that there was little evidence and nothing which proves scientifically that 
cigarette smoke causes disease in non-smokers, was demonstrably false in 1986 insofar 
as. it applied to respiratory disease in children in the first year of life. The statement 
remains false to this day. In my view the falsity of the statement is demonstrated 
whatever meaning one gives to the terms "little evidence" and "scientific proof. I 
share: the opinion expressed by Professor Phelan that the evidence, establishing a 
causal relationship between passive smoking and respiratory disease in very young 
children is overwhelming. The evidence is of such strength that it constitutes scientific 
proof. 


The evidence is of two kinds, epidemiological and chnicaL I cannot 
help observing that none of the witnesses called by the respondent were specialist 
paediatricians or epidemiologists. On the other hand, the applicant’s witnesses 
included specialists in both fields. I think that the respondent would have called 
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specialists in these fields, of whom there must be many in this country and overseas, 
had they been able to give evidence favourable to the respondent’s case. 


I was greatly impressed by the applicant’s witnesses and prefer to accept 
their opinions whenever they are in conflict with the opinions expressed by the 
respondent’s witnesses. 


As I have observed, the applicant tendered marry primary articles and 
called much oral evidence in support of its claim that passive smoking causes 
respiratory disease and loss of lung function in older children and adults. I make no 
finding one way or the other on this part of the applicant’s case, since it is 
unnecessary to do so for the purposes of deciding whether the advertisement is 
misleading or deceptive. To have dealt adequately with the evidence on this issue 
would have greatly expanded these already lengthy reasons. 

(?) Asthma 

It is part of the applicant’s case that the statement in para. 3 of the 
advertisement is misleading or deceptive in so far as it applies to the disease of 
asthma. In order to evaluate this part of the case it is necessary to make brief 
mention of the nature and symptoms of the disease. 

Dr Breslin, to whose evidence I shall subsequently refer in greater 
detail, said that the standard definition of asthma is ’’paroxysmal generalised airways 
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obstruction which varies spontaneously or as a result of treatment" (T.569)i He 
explained the disease in the following terms (TJ69-70): 


"Now, basically what asthma is it is a narrowing of the airways. The lungs 
are composed of two parts the breathing tubes that take (Ur down into the 
spongy tissue or the lungs and the spongy tissue itself which is the lung 
substance. And asthma is a disease of the airways and not of the lung 
tissue. 

I liken it - the lung structure to say an inverted tree where you have got the 
trunk of the tree representing the trachea, the branches of the tree 
representing the remaining tubes that conduct air and the leaves of the tree 
being that part of the hung tissue where gas exchange takes place, oxygen is 
taken up by the body, carbon dioxide given off. The trunk of the tree is the 
trachea, the various branches are the bronchi, that gets smaller and smaller 
and smaller and smaller as they go out towards the leaves or alveoli and 
basically asthma is a disease of the conducting airways. It is not a disease 
of the leaves or alveoli The basic abnormality in asthma is that out of the 
blue and from time to time in some patients and all the time in others the 
airways narrow down and then later on open up either spontaneously or as 
a result of treatment. Some people when a door slams leap out of their 
chair, some people cry easily, some people blush easily y asthmatics' airways 
narrow down easily. The reason they narrow down easily is because they 
are twitchy or hypersensitive. So one of the basic abnormalities in asthma 
is that the airways are twitchy. ... The airways are twitchy but having 
twitchy airways alone does not mean you Have got asthma because there 
are normal people wandering around the community, probably same people 
in this room, who have twitchy airways but do not have asthma, in order 
to have asthma, the disease asthma, you need what 1 originally referred to 
in the definition and that is patmysmal generalized airways obstruction. In 
addition to the twitchbtess you, as it were, need the door to slam and have 
you leap out of the chair as it were ..." 


Having said that the airways vary from a centimetre in width at the 
trachea down to the width of a thread of cotton, Dr Brestto said (T.571): 


"And these airways in asthmatics narrow down because they art twitchy and 
they narrow down to a variety of stimuli. So when a person has, firstly, 
twitchy airways and secondly* episodes of wheeze, chest tightness, shortness 
of breath and measurable objective changes of their kmg function, then we 
call them asthmatic, they have the disease asthma. Having the twitchy 
airways in itself is not a disease because a lot of people without disease 
have that " 
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Dr Breshn’s description of asthma was not challenged ini cross 
examination and I did not understand the respondent’s witnesses to disagree with it. 


(a) Dr Breslin 


(ii) Oral saaflara 


Dr Antony Breslin is a consultant thoracic physician* Since 1973 he has 
been the Senior Specialist in Charge (Chest Diseases) at the Repatriation General 
Hospital, Concord* He has for many years been a lecturer at the University of 
Sydney, He is a former chairman of the Thoracic Society of Australia (New South 
Wales) Branch and a member of the Court of Clinical Examiners, Royal Australasian 
College of Physicians. Dr Breslin has been specialising in respiratory disease and, in 
particular, asthmav for about 20 years. 


Dr Breslin said that unless a person has attacks of asthma he does not 
have the disease of asthma (T.650). It was put to him in cross examination that 
there is a distinction between the disease of asthma and attacks of asthma but he 
refused to accept this distinction. He supported his refusal by drawing a comparison 
between asthma and epilepsy. He said: 


"You can have the propensity to epilepsy but fyou do not have fits you do 
not have epilepsy . You eon have the propensity to attacks but if you do 
not have attacks you do not have asthma * 


In his practice as a respiratory physician Dr Breslin sees a large number 
of patients of all ages suffering from bronchial asthma. A very large proportion of 
these patients indicate to him that passive smoking is harmful to their asthma and 
produces a deterioration in their asthmatic condition. 
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In order to confirm whether the views of his patients could be supported 
objectively, Dr Breslin undertook a small study of asthmatic patients and exposed 1 
them to cigarette smoke. This study was carried out in 1964 and the results of it, 
were published, in abbreviated form, in the Medical Journal of Australia in February 
1985. The abstract of the study as published reads as follows: 

'A study of the effect of passive smoking on patients with asthma is 
presented. Six patients were exposed for one hour to the air in a room in 
which tobacco smoke was produced mechanically over that period. The 

effects on symptoms, Umg function and airways sensitivity to inhaled 
histamine were then measured and compared with the same patient’s 
responses during a control day when they inhaled smoke-free air. All six 
patients developed chest tightness and symptoms similar to an attack of 
asthma. The findings of respiratory and sensitivity tests suggestt (i) that 
passive smoking may trigger asthma attacks in subjects who suffer from 
asthma and (M) that the airways of such subjects show increased histamine 
reactivity four hours after the passive smoke exposure.” 

Dr Breslin said that his clinical experience since he carried out his study 
in 1984 has served to confirm even more forcibly his opinion that passive smoking is a 
medical hazard. He said he was convinced that there is a large volume of evidence 
confirming that passive smoking "is a frequent and very troublesome trigger for 
bronchial asthma in many patients' 1 . 

Dr Breslin said that about 20% of children under the age of 20 and 
about 10% of the total Australian population have asthma. His practice is to initially 
ask his patients what sort of things they have noticed nigger their asthma and 1 then he 
subsequently asks them directly whether other things, which be nominates,; trigger it. 
Thirty to thirty-five per cent of patients volunteer that cigarette smoke appears to 
have an effect on their asthma. When patients are specifically asked whether 
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cigarette smoke has an effect on their asthma, the percentage of patients who respond 
positively rises to the order of 50 or 60% (T.582). 

Dr Breslin supported his opinion by reference to articles which had 
appeared in learned scientific journals. One such article by Dahrns et al. was 
published'in November 1981. The authors concluded that: 

"The results of this initial investigation indicate that patients with bronchial 
asthma do respond adversely when actively exposed to environmental 
tobacco smoke." 

There is some inconsistency among the studies referred to by Dr Breslin- 
One reason for the inconsistencies, as is observed in the NRC report at p. 215, is the 
small sample sizes in the various studies. Further, as is noted in the report, the 
persons surveyed were not unaware of the presence of environmental tobacco smoke 
and' therefore the authors could not exclude the possibility that pulmonary function 
changes could have been emotionally related to cigarette smoke exposure, especially 
in those patients who reported previous histories of adverse response to exposure to 
environmental tobacco smoke. 

In the Surgeon General’s 1986 report the statement is made that biases 
in observation and in the selection of subjects and the subjects’ own expectations: may 
have accounted for the divergent results. However, there is nothing in the major 
reviews to refute Dr Breslin’s evidence that cigarette smoke causes attacks of asthma 
in some asthmatics. 
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Dr Breslin also referred to a study carried out by Kauffman et al. the 
results of which were published in the American Review of Respiratory Disease* in 
1986. He said the study showed that there was a statistically significant worsening of 
airways obstruction in asthmatic women as a resuh of exposure to cigarette smoke. 
Also, the study demonstrated that the greater the exposure to passive smoke, the 
worse was the effect on the asthma of the women. 


Dr Breslin also referred to a study carried out by Murray et alt, the 
results of which were published in July 1986. The authors summarised their findings 
as follows: 


"The effect of parental smoking was assessed in 94 consecutively observed 
children, aged 7 to 17 years, who had a history of asthmatic wheezing, 

The 24 children whose mothers smoked, when they were compared with 
children whose mothers did net smoke, had 47% more symptoms, a 13% 
lower mean FEV percent, a 23% lower mean FEF, and fourfold greater 
responsiveness to aerosolized histamine. A dose response was evident 
There way a highly significant correlation between the results of the tests 
and the number of cigarettes the mother smoked while she was in the 

house. The differences between the children of smoking and nonsmoking 
mothers were greater in older than in younger subjects i The smoking habits 
of the father were not correlated with the severity of the child's asthma” 

FEV refers to forced expiratory volume. Thus FEV 1 represents the 
amount of air that a person can get out of his lungs in a forced manoeuvre from full 
inspiration in the first second. FVC means forced vital capacity, that is, the total 
amount of air that one can expel in one forced manoeuvre. Normally FEV 1 should 
be greater than 80% of the FVC. That is to say, normally if a person takes a foil 
deep breath and then exhelfcs rapidly and to completion he should be able to 
snore than 80% of the air in the first second. It is a characteristic of asthmatics that 
the ratio of their FEV 1 to their FVC during an attack of asthma is less than 80%, 
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This is because their airways are obstructed. The use of histamine is one way of 
measuring the twitchiness of airways. If a normal person inhales histamine, his 
airways will narrow, but the airways of an asthmatic wiD narrow in response to a much 
smaller dose of histamine than is required to produce a similar reaction in a normal 
non-asthmatic person. 


Murray et al. made the following observation on their study. 


"The evidence suggests that it is airborne cigarette smoke that causes the 
adverse effect. Not onfy is there a strong association between maternal 
smoking and severity of the child's asthma > but there is also evidence of a 
dose response. We found a significant correlation between all indicators of 
asthma severity and the logarithm of the number of cigarettes the mother 
smoked while she was in the home. There was also evidence that length of 
exposure had an effect The older children, who had presumably been 
exposed to cigarette smoke for more years than the younger ones, were more 
severely affected. This finding is similar to that of Tager et al They 
reported that the normal rate of increase lit FEV r during adolescent growth 
is slowed in children whose mothers smoked. Further evidence, that it is 
passively inhaled smoke that is responsible for the changes, is the effect 
observed when the mother stops smoking. Vedal et al report that children 
whose mothers are current smokers do but children whose mothers are 
exsmokers do not have significant differences in pulmonary function firm 
those whose mothers are nonsmokers. 


In contrast to the smoking habits of the mother, those of the father had 
no significant correlation with the severity of die chad's asthma. These 
findings agree with those in more recently published large epidemiologic 
studies. Several factors may account for this apparent paradox. One is 
our finding that the father, compared with the mother, smokes significantly 
fewer cigarettes when he is at home. Another is the possibility that the 
mother, more frequently than the father, is in the same room as the child 
when she smokes a cigarette. A third possibility is that the number of 
cigarettes smoked in the house are more accurately reported for the mother 
than for the father. The mother was usually the person who gave the 
information. Whatever the reason, tire father’s smoke did not appear to 
influence the child's asthma significantly. When we examined the effect of 
maternal and paternal smoking together, therefore, we found it to be less 
clear than when we examined the mult of maternal smoking alone. This 
observation may explain the lack of effect of parental smoking on wheeling 
and spirometric values reported in some epidemiologic studies. 
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Our findings indicate tha t maternal smoking aggravates asthma in 
children, the effect being clinically important as well as statistically 
significant 

Dr Bresiin also supported his opinion by reference to a study by 
O’Connell and Logan published in 1971. The summary of the findings in this study is 
as follows; 

"The relationship between childhood asthma and parental smoking was 
studied in 400 cases. The incidence of parental smoking was about the 
same in asthmatic children's homes as in those of controls. Tobacco 
smoke aggravated the asthma in 50% of aU the asthmatic children and in 
67% of those whose parents smoked. Exposure to tobacco smoke was 
considered a significant factor in 10%. Elimination was usually followed 
by clinical improvement." 

As part of their study, O’Connell and Logan noted the effect of the 
cessation of parental smoking. They identified 37 children whose parents’ smoking 
had a 1 significantly adverse effect on their asthma. Of these 37 families, 35 were 
followed up six months to two yeans later. Among them, 20 had succeeded in 
stopping the children’s exposure to smoke and improvement had been obtained in 18 
of the children. Smoke exposure had continued in 15 of the families and 
improvement had occurred in only 4 of those families. The improvement in these 
four cases was attributed to the elimination of contact with other factors. The 
authors noted that in general where smoke exposure was a significant factor in 
asthma, its elimination was followed by improvement and with continuance of 
exposure improvement did not occur. 
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O’Conoea tod Login obetrvadj 

"From thii mufy wt tmum that marty of amyPtm JtiUm mn k 
thi qffleax afhUdwmtam ptmtUHridaiv coma jhm homo k whkh mt or 
both pamts smoki and mat, among asthnetk ehOdrm from sue* homo* 
this daily air pollution a a rav am Me asthma or Inter oaiadomlfy k 67%,* 

Dr Bnovlin acknowledged that this study had the weakneas of being 
retrospective. The authors carried out their study by examination of cUnteal fifes end 
record! of 400 asthmatic children who were treated tor their attitma to 2969,1970 and 
early 1971, 


Dr BresKh referred to hh evidence tot study by Shepherd. This study 
was not confined to persons suffering only from asthma. It included sufierer* from 
chronic bronchitis ami pulmonary emphysema. Dr Bresiln described this as a ’'critical 
fault" is the study, The study considered 14 volunteer asthmatic subject! who wen 
exposed to environmental fobecco smoke in a room. All the subjects developed 
some symptoms but there were only very slight changes is respiratory function tests. 
Four of the fourteen who gave a positive pre-test history of their asthma being 
worsened by exposure to passive smoking showed small changes in their FEV Jf but 
the others did not Dr Bresiln thought it was hard to attach any significance to the 
study (T.dOJ-3). 

Dr BreHia also referred to a study by Wiedemann et si. endenaken in 
1983' bus published in February 1984. The authors studied the acute effects of one 
hour » paielve cigarette smoking on the hag function and airway activity o 1 9 young 
asthmatic volunteer. At the time of the study, the subjects were aeymptcmatfe and 
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hid normal CT nearly tonnal ltwg funrtct. Passive sooktes produced no change in 
their expiratory flaw mte, The author* concluded that paMhne amoktef presented nc 
*aute respiratory rkk to young myrapwmtk asthmatic patients. Dr Bmlia obetrvad 
of tan itudy thAt It w»i aade of sublet* whom he described ai '‘extremely mild 
iatismati» P ( ooae of when «u teceMag any treatment He drew a distinction 
benwea »6h persons and the type of persons referred to la the other studies. 


Dr Breilin maintained that t penca a an asthmatic if he pu attacks of 
warns. He deraibed asthma h i "recurrent seadWon" (T.tf23j. Hit eUukal 

I 

experience te treating asthmatic chfldrea wet not chafleagod, nor we* hi* evidence as 
to tfee percent*!* of hit pedants Who informed tern that tobacco smoke appears to 
aft vs an effect on their tlths*. 


(b) 


PrettaaMar Phelan 


Pirofescor Phelan said that passive exposure to cigarette smoke seems to 
have s significant effect on aathmatie lymptoraa, and that con a ti on of Knotting by 
parents leads to en bsprovemcat in Mthmatk syoptoaa, As to the general nature of 
aittuna, the professor said (T.96M0): 


7 (Hu to think of tuthnv it «n inherited pHti tp o Ot tm to tht development 
of the rendition or dtteeee coded etthma. Itdosrfy (t on inherited 
pmOspotitton in tho oOwqn, Then veriou trigger foam van hod to 
narrowing in there eimtpt star remits to iho symptom of asthmo mi to 
be (sie) tutHmo (to dheate enuring umptomt that kMfm nth the 
portent's normal ectMtiet ■ cough wheeze and breruhiemess. Betwem 
tkote men ymptems then mqr he tone degree of akwayo narrowing 
persist^ tm U may not be of mtffkiem degree to 4ftet A* day to day 
activities and that term meg then be celled Mthdtntedi cmhme or • the 
prcptm# to uthm to cMldrwv we 4o net here adequate dote to rev 'll 
i here changes present oB A* dim In the ehUd who has. eep, dam or four 
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episodes of asthma a year,' 7* abut* that infomsdm wotM nqutnio 
take pieces if It* K/img of the edrwt^etmd that it ekhketo m Mepsabtetn 
eMdm. 1 think mm b nwh evidence to tu&m that mm Q *rH ri of 
children probity km normal always betmm Mr erodes and thou 
iptsodu tkm are trlgmd by various fiteton,* 


He toter itW (T.990): 

”... then m pedteps 20 so X per oew of the populate* [whofwiih 
appropriate trig* feesote may develop ad e rgk memf e mdo nt it may be 
fever, it may be skin w*ait. Most of the Ibm duj in ft** of aR 
symptom* but when they an ppmed to a panteukr tin* factor, Jr maybe 
a fw pollen, It may b* an anbnel hap, they wd demp symptoms of Put 
condition. Mow; thy Hon ettergle dims* wtot they have those rymptomt 
but wtm they arefhe of the symptom* iflhd # hard to call • say they have 
alisfpic disease os disease nines to somethin! that b Impairing bodBy 
function.* 


As weB'es referring to same of the epidemiolagicd studio* referred to 
by Dr Bretiin, Professor Phelan referred to a study by Horwood et «]. published io 
i$8S, Tbit wii a study curled out is New Zetland in which BD evidence was fbund 
to suggest thu parental saoUftg played a significant roll in tbe dffveJopisent of 
asthma in children up to tt» age of sat yearn Professor Phelan said that the number 
of children studied was small, time being oniy tour girls with asthma from familial in 
which both parents smoked Nevertheless, he thought the study, particularly in 
respect ot boys, showed a tread, U- when both parents smoked there was more 
asthma amongst the boys than whoa neither parent or oniy one parent smoked. The 
same trend was not apparent amongst girto. 


(c) DrU Siiwf 

Dr La Sowef mid that as a consultant paediatric respiratory physician he 
has seen many children, mostly asthmatic iadMduah CWW five or ri* years of age, Who 
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report that Cigarette smoke eocerbetes Urek wpfauacy symjxam*. There ehikSrea 
usually add that they seek cleaner Ur by moving cwey from meter*. However, «ore 
than half: the children be sees are younger than ttafe and are unable to recognise end 
report »vch luodttkmt. He uid that thaw younger children ware then more Only 
to remain is the, vfttaity of woken, particularly infants who are held by «smoker or 
•re too young to be mobile, U Is hfe opinion that there are several infants under hh 
care who have required hcaphuisadon due to their parents' cigarette smoke. 


m ^sgStMOL 'SRtaasb 

Profresor Wjuanch drew a disdaetfeA between asthma and an attack of 
asthma. He thought tint "one is really a subdivision or a pert of the other" (T.3093), 
He said that environmental tobacco moire does not reuse the disease of asthma but 
that it may produce or cttoet&ate symptoms is soma asthmatics. 


It seams to st that the difiere&ee between Professor Wiioncs and Dr 
Breslin on the question of asthma i really one of semantics. Urey appear to agree 
that environmental tobacco smoke produce* symptom* of asthma in some persons. 
But Professor Wltomh regards sm o ke « earning attacks of asthma, whereas Dr 
Breslin regards it as causing asthma. 


I gained the iapreseloo that Professor Whorech'i aperient* la this field 
is much U»t than Dr Bresh&'s. 
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Profamor Witorscb coneoded that tome tndMdoab with asthma may 
hive attacks thst are precipitated by e nviron me ntal tehecoo mote (T»30?l>, He 
alw agreed thti when wist ifth&idf patients we asked whet anuses them to haw 
acute attach of asthma they include environmental tobacco took* nmoapt tb« 
cause* (T.S099)i He «J» igMd that the word "disease" CIS be taken to refer to, 
Inter alia, acute disease end latest disease. 1 thi&k it is difficult to say that in track 
of asthma sustained by t person who suffer* from an underlying condition of asthma 
does not constitute an episode of a latent disease. 


I have referred etewber* to Prof essor Huber’s quaUflcatfcjxu. Although 
they are extensive in the field of respiratory disease, be does not appear to have had 
any specialist experience in the field of asthma. 


He is of the opinion that there a so rehaWe evidence that inhalation of 
environmental tobacco smoke eauses asthma. He agreed that exposure to such 
smoke may provoke a reaction within the airways to scene individuals who are already 
asthmatic. But he thought even that was uncertain. He thinks that when such 
reactions appear to occur it k unclear whether they are earned by in irritating effect 
of smoke on tb* airway* or arc psychological in origin, Ha said that even the light Of 
tobacco smoke any produce a reaction in some wthmados, Me tkbria then is HO 
evidence dearly indicating that a true allergic reaction ooeun as * result of the 
inhalation of environmental tobacco smoke. 


• l#$« 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 


2021550863 



UTZ 231765* 


ProfM»or Kuber tJhiafa that beerae paychoicfictl hewn «n known to 


produoe broacbotpteffi to arJusMto, k b quite pou&fe that the decreet* In 


pulmonary function noted in tome nthmatiu in tone of the Kudm can be related to 
the psychological futon aaeoettted with the caperiacatcl Myn uaed in the studies* 


Profettor Huber made no oeausent os Dr Bnattn't evidence, baaed on 
haclsual experience, a* to the proportion of fail patteita who identify tobacco smoke 
at being uiedited with attack* of aatbsa. 


Projector Huber’i evidence included the feOcwtag (Tjns): 


"Do yew hold any Cftoion or to whether tt it h<* for cm asthmatic child to 
be kept for anyperiod of Una In a smoking environment, smoky {skf 
meaning environmental tobacco smoke environment?^ would not 
recommend that they be to a emoting environment 

Why would toot be?~*8oeam eome of these children wQl react to the 
imitating effects Of a making environment and tom an exacerbation of 
their asthma ," 


Further, at T. 3737 ; 


'{EJxposure to envbonnmte! tobacco moke eon In tome persona who are 
tenstim to It convert them from being someone with underlying asthma in 
respect Of whkh they feel no symptoms to a person operiensing an acme 
attach of asthma in which they toe constant^ swan of vmptomi?-~Yes," 


(U) castoaba a 6i&m 

There It wtrwheiminf evident*, which i» wHy ao« duputed by the 
retpondeat, that paath* ttaoktag wwt tome people to experience attecki of asthma., 


It U uimeceiMuy to have regain to esy of the •pWwitotogk*’ ttudice to prove that 

-ife. 
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this it the sate, Hc^evw, the majority of the studies support the opiaicw expswaeed 
by the applicant's witnesses. As I hive shown, the mpoedenti witnesses theuuehwi 
virtually eonoedt that cigarette SOOke Sfiiy trigger Attacks of Mthati. 


Ob the other head, the applicant hat not shown that dgaiette smoke of 


itself causes whet aright be described a the underlying oofldWco Of Uthini* 


The real question ob this pen of the case is whether one should 
characterise an attack of asutaa is "disease" for the purposes of the statement midd 
in para. 3 of the advertisement 

Dr Nolaa, ww asked whet wsi his understanding of the word "disease", 
He seid that, broadly speakisg, disease could be considered to be anything that is an 
unhealthy process- He saMt 


"... th genmi I pem the tem Vtoam* impUet * dqm of dtobilfy or 
fwcttonel impairment, or distomfwi, which it inCOHtittmt with the notion 
of huN i" 

(T.749) 


This stems to me to be a reasonably workable defcririoa of the term, sad coincide) 
broadly with the ordinary meaning of the word and alio with the meaning which I 
think would be attached to it by the reader of da adwertsmeet. In the context of 
the advertisement, the matt apposite meaning of the word as given fat the Shwwfr 
Priori Bflgtetk MSCig h; 
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Vi co/uttfeA cf ife tafc or af tom* port or organ vf to body, fc **ieA to 
ftmOtow 0ft iUourtad or daotttd. 9 

thk revised edStfiosK gtvfi $t the primary meaning 

of H dUatse’Y 

V4 moftid eondfcton qf «W bo&, or of torn argot or part Ubtar, 

ti&nm otimtnt* 

It seems to me that an attack of itthai fits easily within the dictionary 
definitions quoted above. Wheeling, which it one of the main symptoms Of aflhna, ft 
pithily a condition of the body In which its functions are disturbed, often to t serious 
degree. I would think mtny ley peaeus would sot distinguish between asthmi and 
an stuck of asthma* Those Who did would, I think) regard the underlying condition 
of asthma referred to in tome of the evidence as a latest disease and an attack of 
■itiima u as acute maaifeitation of the disease. If such persons were told that there 
is little evidence and nothing which proves scientifically that cigarette smoke causes 
disease in r*an**mokeri they Bay well be misled or deceived into believing that there 
is little evidence and nothing which prove* scientifically that cigarette took* causes 
attacks of asthma In noo-smolten. 

The ltkehhood of this happening fe increased because, in its totality, the 
advertisement is directed at allaying the coocerns of people that cigarette smoke may 
affect the health of non-smokers. Thus, people who are prone to asthma attacks 
could reasonably gain the laprewlott from the statement made fat pan, 3 that they 
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trt not it htk of suffering attacks of asthma by reason of being wiposed to cigarette 
smoke. 


I aoeapf D# »n*to , i evidence u to the aatun and chanwterauci of 
asthma and of asthma attacks. 1 think there k much common saaseifi his approach 
that a person does not haw asthma when be is not having an attack of asthma. 

- l* 

In my opinion the applicant's witnesses (particularly Dr Breslia) tew a 
great deal more experience with asthma than the respondent's witnesses. ‘Where 
there are differences in the opinions of the experts tn thit field, the opinions of the 
applloamV experts are to be preferred. 

The evidence that dgaratte smoke causes attacks of asthma is to 
overwhelming shat 1 cannot «m«pt that the draftsman of the advertisement held an 
opinion, to th« contrary. So rational bash exist* for the holding of an opinion that 
there is hide mdence and nothing which prows sefat&caUy that dgarette smoke 
causes et'iaefe* of asthma. It was not suggested, nor could it haw been, that any 
scientist could property hold such an opiates, 

1 am satisfied that the appoint has established that the statement made 
in para. 3 of the advertisement is misleading and deceptive tn k far as it applies to 
the disease of asthma. This fe so whether the wlewat date be regarded m 3 }yfy 
19S6 or at cay date thereafter. 
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Vrl'iE/Vo: 


f-.HlJnf WT*' a*:l?«93 



(10) fMrttMiA, 

(i) jjftltft * *hg 

The dJaeMeofchrookaacretOfy otto otto tt alia knows a» middle 
mi effuiien and "gtoa ear*. It own when eaQi in the ttMifia nr: matte abnormal 
amount!of a giuay »ubft«ioe which fo then trapped in.tbe middle ear, ThrrmuWag 
blockage can cauee temporary deafnaw Is children, and may require surgery to 
ventilate and drain the middle ear. According to Dr Nolan the reiult of the dfceate 
procen U du&wti In children which in turn he* bees ihown to interfere with child 
development and foaming. He Mid it b quite e pyrifiotat dbabffity tor * child to 
have. It may be prolonged but H fe not a permaaent effect oo the nmt oelU of me 
auditory nerve. The effect of the dfeeeee * to impede trensabatoa of sound wave* 
into the middle ear and then to the auditory nerve. 


Dr Nolan thirds that it it probable that involuntary expaure to cigarette 
unoka caum shrank tecretoiy otitb media. 


(a) KagSOBSJLMl • Rto Factor! for Fertbtent M&dte’Ear effuatoa*. Odd* 
Media, Catarrh* Cigarette Smoke Bspoaura and Atopy 


The author* of thb eitkfe came ftoo the ChCdrenY Orthopedic 
Hotpiiy and Medical Centre and the Unlver^tjr of Washington School of Medfotm, 
Seattle; It wa» puMbbed in the Journal of the American Medial Aaociaifon ft 


1903: 


aoo' 
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wra 




c 

The abitnwi pubUifcad with the irudy reads a« fellow*: 


"7b ascertain rttk futon far pm t mm middle mr gtoahmt (PMESh wt 
inirrArwrd tht pamo of two worn of chtidrm. Tht pot otmrtmi of 
79 chBdm wtih PME£ who wan adnirtad to tht hospOai for 
tympanoaomy-tubs fcwrtfew. Thataeottd, acor»elffoap> owtimdof 
76 ohOdm admbndfor other types of nafory, who wort matched for Aft, 
set, season, and wsgtoel ward Nearly ail (97%) of die ehildmt admiotd 
for insertion qf tympanostomy tub* hod on* or mot* eptsoAws of 
aifpumth* Odds madia Onftr S9% of tha aorurtl ohOim hod previous 
ear Infections* Ftmpmt ter Infections sharply Incgaaoed she risk for 
persistent tffUdons, Catarrh, household dpantse amoks tscpoeum, and 
atopy also occurred mors frequently fr children wiAPMBM. 7h*rttkfor 
middle-tar effusions was pretest whan these that* factors wan aS promt. 
7V avoidance of daily exposure to domctie tobacco moht and, if atopic, 
of specific aQerglms should be Included In the medical treatment of ddldmi 
wish PbtSE.* 


Table 2 on p.1023 of the study mu out the relative risk tit penistent 

middle-ear effusion* weordihg vs the different variable* about which tofonaatioa was 

obialncd during interview, These variable* included racial background! family itse, 

frequency of catarrh, atopic disease, frequency of iuppuradv« oritia media and 

household exposure to cigarette smoke, 

■ 


«4M 

« 


• 303 • 


nj 

o 

IS3 


C/T 

cn 

o 

0D 

03 

C0 


Source: https://www.industrydocuments.ucsf.edu/docs/sxvlOOOO 



Mlow; 


r. u ,.s*_ x. 

♦ '•ul'V.T.u 


Lri'.u«l. LTTZ 3917682 


An attract from the table dealing with heuaehold cigarette exposure h set out 


CharaeuAstie 

>*.(») eCPMES 

QM 

(N-74) 

No,(*)ef 
furpcai ooctroi 

tUNCO 

(Ne7») 

Matte 

Risk 

Of* 

CtaMiMt 

llKMl 

Hewebaid dpiMti 
Motors 

0 

1 

ae flwy 

15 (#92) . 

t 

“ 

«et 

l 

19 (352) 

»(203) 

12' 

05»U 

• I 

19 (U O) 

1(105) 

it 

1.1-72 

HoutehoU djitena 
BK 

Me, packs per (by 

Nose 

M(M0) 

45 (M2) 

12 


01. • 0.1 

11(144) 

7(9.2) 

1.9 

0,7.54 

t2 • 

U (17.1) 

14 (104) 

U 

0J'L6 

2.0 • 2.9 

7 (92) 

«(IM) 

to. 

{ WMF 

044.1 

*22 

T CM) 

- im 

1 4.1 

0.9.19.2 


Thin extract itowi thataiiatWcalljr Rga&ut relative risk of 2J wu 
found for mmi where there ware 2 or more cigarette imoktn 1c the houeehold, but 
no bureau tn risk wu found where there wee one household smoker, It tlso shows 
that when exposure was measured by pubs per day a linear dole response 
relationship was not apparent and no subgroup result was sodstfanfiy significant 
However when household cigarette uk equalled or exceeded i pecks per day, the 
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Iff? 2517832 



relative riikci pcntmat m id dh+v eSuttor w repotted u 41 (0541 CL 0,9. 
19.2J. 


A latar table in the stuty shows the eeotMaed effects of ami 
congestion, cigarette tmoke expeuure, end atopy. The euthon repotted that: 


"[NJaxal congestion alone elevated the risk neeriy fourfold. When cigarette 
smoke exposure or atopy added to wool aongiatton, the risk increased, 
Children with aU dint fii&on won toon than six dmer as tiksty to 
manifest PMEE. H 


(b) Blafik • The Aetiology of Glue Ear • A Case-Control Study 


The author of this study wu from ih« Department of Cosymmjry Medicine 
and General Practice at Oxford University. The arttcJe wai published in the 
latematlcnil. Jousnal af>adiatric-PtarhiflaIarvMQh>gv ia 1915. 


The abstract published with the study reads u feScwit 


Vt case-control study was carried out to Investigate many of the proposed 
touts* of git* tor In thddhood One hundred and fifty cam with two 
match** controls won found to bt remarkably sbnOertn neortf oS mediae! 
and tocial aspects of their part end promt dm, thus providing no support 
fbr many of the emrentfy held views on the aedotagy qf glue ear, Of the 3 
facton which were found *9 Inereas* the rltk of a child undergdra surgery 
fortfoe car, onfy om of dim is thought to b* related k the development of 
tht condition, rather rtan to the chances of to detection, This factor was 
parental moldng f/W 1.64) ««" 


The author stated: 


"A significant association was found (RR164; P <0.03) bet w een glue ear 
and the smoking Hobbs qf aS household member! throughout tht subject* 
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fiA'HSflS CITT: If.-Cc** UTZ 2317882 : 


Ufa This tmfytk mm« «eenmur W of upomtn to tmoke 
toou&soui th* mbfat't Ufa Furth* *udy would bt refuted * dfamto 
whrttur or not tht ritk Of moke ti astooUtttd with am* tmrtculor matt of 
c hildkood, * 

(p.131) 


The itatktisafy significant mutt of \M emerged after original 
insignificant retulti ware subjected to funhsr (matched pair) analysis. It «u 

i 

suggested to Professor Landau in crost-eDuslaadoa thauhto was a weak association 
and that the author was attempting to use two reported weak as s oc i ati o ns to argue for 
a strong association. Professor Landau said that the conclusion of a strong 
association was bawd on the consistent fin&np. However, he agreed that the Black 
study (and also Kraemar'il showed oo more than that cigarette smoke was a risk 
factor for glue ear. 


The respondent Jed no expert evidence dfrectiy on the issue of otitit 
media and environmental tobacco smoke. 


(S) Ijgjaiflfcxwto 


The authcn of the N.R.C report state (at p.2?4); 


'Household apcturt to £75 tsBnkad wOH Mcreuad ram of chunk oat 
lAftcticnj and mJddk-tar jfftuiom in $mnj childrm. For cHB&wn with 

nasal etttqia and ftcurmi ottos memo, ETS txpomif* may tynmpmteaffy 
tnortm thtbr riskcf ptnisim middk*or tffasiavS 
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